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It has been a custom of our College for the President to address you at 
least once a year and to take this occasion to deal with activities of the Col 
lege, and incidentally such other subjects as it may please him to choose. 
Before proceeding with these matters I wish to take this opportunity of 
expressing my appreciation of the honor conferred upon me last year in 
electing me your President. Not only is it a great distinction to be chosen 
for this position by one’s fellows in Internal Medicine, but also to be deemed 
worthy to follow in the footsteps of a lengthening line of America’s most 
distinguished physicians. [ sincerely thank you and hope that during my 
trusteeship the affairs of the College have not suffered 

The excellence of our Annual Clinical Meetings requires no eulogy from 


me. The taste we have had of the fare which Dr. Stengel and his com 
mittees have provided for us, speaks for itself. There is only one criticism, 
but hardly that, let me say complaint, that I might lodgé \s each year 


passes our programs carry us to higher and higher heights in the medical 
stratosphere, and if we do not find some means of protection the concentra- 
tion of the intellectual cosmic rays may consume us 

This Nineteenth Annual Clinical Session has, if possible, exceeded our 
anticipations of what such a meeting could be in Philadelphia. So I wish 
to express to Dr. Stengel and all of his colleagues our deep appreciation of 
the intellectual and social hospitality which they have provided for us. It 
has been indeed not only abundant and choice, but gracious. Our Annual 
Meetings are always most pleasant, particularly in renewing old friendships 
and making new ones. In particular, I take pleasure on this occasion in 
extending to the newly elected Fellows the friendly hand of welcome with 
the sincere wish that they will derive inspiration from their associations 
within the College. We must always remember that we are the College, and 
its success, reputation, and ideals are dependent upon the efforts and aspira- 


tions of one and all of us. The Board of Regents and the Board of Gov- 
ernors are but elected servants of the College lhe success of our organiza 
* Read at the Philadelphia meeting of the American College of Physicians, May 1, 1935. 
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tion must depend upon the combined efforts of all as individuals and not 


upon the idealism of the few. The College has a great future but the steady 
progress toward its goal is the responsibility of each one of us. We must 
think as to where we are going and what is its eventual destiny. But more 


of this anon. 

The joy of our yearly reunions is always tinged with a sadness for the 
absence of those who will be with us no more. Many we have called 
‘friend’ and admired for their contributions to the progress of our pro- 
fession and welfare of mankind. Others we had known but a short time 
but had hopes for greater intimacy and that personal association which binds 
the heart, the mind and the hand. I desire, on behalf of us all, Masters, Fel- 
lows, and Associates, to express our deep and sincere sympathy to the 
families and friends for their sad loss, and to assure them that wounds 
caused by the absence forever from our midst of our revered colleagues will 
only be healed by the Greatest of all Physicians. 

It is now my duty to review in brief some of the activities which have 
occupied your Officers and Board of Regents since our meeting last year in 
Chicago. It is gratifying to record that the financial position of the Col- 
lege is one of solidity and is steadily improving. For this we are indebted 
in great part to the sagacity of our Treasurer and the Finance Committee, 
but also in an equally great part to our ever-watchful Executive Secretary, 
Mr. Loveland, and his Staff, who by economy and excellent executive ability 
have guided our ship through the contrary winds and tempestuous seas of 
these trying years. To him I wish to express our sincere thanks and ap- 
preciation for his fidelity to the interests of the College. 

Our official journal, the ANNALS oF INTERNAL MEpIcINE, has been 
under the capable guidance of the editor, Dr. Pincoffs, ably assisted by the 
Kditorial Board. His task has not been an easy one. The duties of an 
editor I often think are the most exacting that can fall upon the shoulders 
of anyone. They require unremitting vigilance in so many directions; not 
the least of which is the selection of a comparatively few papers from so 
many offered: all of which must be carefully read and then assessed and 
balanced as to their acceptance. All are not equally suitable although ex- 
cellent. He has a certain biblical role to play,—to paraphrase—‘* Many are 
offered but few can be chosen.”” I know it well, and it must be so; not that 
I have ever been an editor, but I have suffered by them, and on second 
thoughts I have seldom found them wrong. Writers, like artists, are apt 
to be touchy about the quality of their creations. Although these difficulties 
are a worry to the editor I am sure they are insignificant compared to the 
exasperations of delayed and changed galley proof and the lamentations and 
vituperations of the publishers. He, poor man, is between the upper stone, 
—the fond and temperamental parent of the manuscript, and the nether 
one,—a cold and profit-exacting printing press. but [ am sure we all have 
confidence and first-hand knowledge that our [:ditor is serving the Annals 


excellently and for this we thank him. 
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Turning now to more general matters, one cannot dismiss the effect of 





r the world-wide social turmoil of the past five years. Continents, nations 
4 and governments have been more or less blindly groping through a fog of 
shattered principles that appeared a short time ago to have been as firm as 
the rock of Gibraltar. It would be beyond the realm of possibility that our 
medical world would have escaped unscathed. Several of my predecessors 
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have dwelt on certain aspects of this matter and it is not my purpose to deal 


r 


with it at any length; but, certain phases have developed during the past year 


which must be, at least briefly, referred to. In the first place it must not be 
4 overlooked that our College 1s an international body. We are Fellows to- 
4 gether for mutual help and guidance and the experience from experiments 
; in One country or section may be of help to another, when not offered in any 
i spirit of superiority but in a courteous and understanding manner as _ be- 
tween friends. ‘This is a vast continent and the problems of congested cities 
as compared with those of the farm, of the seaboard as compared to those 
of the great mid-land, have a greater divergence between the East and West 
than they have between the North and South of this continent. From 
whichever region we come, we must always cultivate a kindly and sympa- 
thetic appreciation of each other's difficulties 
Some six months ago your President, Mr. Roosevelt, in his wisdom, 
appointed a Medical Advisory Committee under the Committee on Economic 
Security, to study and advise on intricate and difficult problems which would 
naturally arise under any system of health insurance or other medico-social 
plan. I wish to inform you that the College happened to be well represented 
on this Committee by three members of the Board of Regents, not as College 
officials but entirely, I am sure, on account of their well merited reputation 
of being wise councillors in all matters which touch the honor and rights of 
the medical profession and our ageless trust, the welfare and health of all 
peoples. I merely touch on this matter here to assure you that the Board of 
Regents are not unmindful of the present trend of social affairs and are fully 
: alive to the percussions they may have on the practice of Medicine. It would 
+ be presumptuous of me to make further comment, so here | leave the matter 
4 in the competent hands of my successor 


After these general remarks | wish to pass on and consider seriously 
certain matters which to my mind are of urgent concern at this moment. | 


am sure that many of us, from time to time, ask ourselves what the Ameri- 


Pine 


ss 
a 


can College of Physicians really stands for and what its destiny should be 


Jeet 


When we take stock, we can with pride point to our Annual Clinical Meet- 
ings and to our Journal which has a high standing among those devoted to 
the practical or clinical aspects of our profession. but, if we become a 
little more introspective and analytical, we must acknowledge that other 
associations and societies also have such meetings and publications for the 
broadcasting of their scientific and clinical erudition. Some of these are 
more exclusive than others. This exclusiveness, of course, is their own 
affair, undoubtedly determined by their policy, their ideals and their ob- 
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jectives. As Dr. Vincent so cleverly, but withal wittily, told us in Boston in 
1929, there are different standards or criteria whereby the “ elite’ may be 
judged. We, by our very name—* The American College of Physicians ” 
have abrogated to ourselves a certain aristocratic position or an “ elite- 
ness,” if I may use the word, which we must justify in the eyes of the rest 
of the profession. We call ourselves a College established primarily for the 
enrollment of “ internists’ or those of the medical fraternity or guild who 
devote themselves entirely to the profession of Medicine, as it is commonly 
known, to the exclusion of other methods of diagnosis and treatment. Was 
And if these answers can 





such a movement necessary? And if so, why? 
be found satisfactory are we carrying it out in the proper manner or are we 
but another, rather exclusive and expensive, medical society ? 

To these questions | shall attempt to give answers and at the same time 
show, as I see it, a road upward to a bigger and better future for this Col- 
lege in and for which we have both faith and affection. To do this I must 
ask you to bear with me for a short period while I review as briefly as | 
may certain historical events which I am sure you will find as pertinent to- 
day as they were in the distant past. 

If we search through the Acts and Ordinances of the fifteenth century 
in Great Britain we find in the reign of Henry VI, to be exact, 1460, a Royal 
Edict securing benefits and monopolistic rights to the Barber-Surgeon. ‘The 
exact reasons are not stated but presumably their prerogatives were being 
encroached upon by those whom they considered unfitted to practice the art, 
—in other words, the unqualified surgeons of the day. ‘This edict appeared 
to satisfy the London Barbers for nigh on one hundred years. 

In the meantime, the Surgeons in Edinburgh seem to have been in a bad 
way. The country was in anarchy and chaos; the Barons were more 
powerful than the King (James IV); the people were oppressed and all 
forms of rascality ran riot. The Surgeons, finding their profession invaded 
by all and sundry, petitioned the Town Council of Edinburgh to grant 
them an exclusive monopoly. This was done in 1505 and was termed a 
“Seal of Cause” and confirmed in the following year by the Royal Au- 
thority. Many decades pass without further mention of the activities of 
this craft. They appeared to be the sole teachers and almost the sole prac- 
titioners in the city. In 1589 they condescended to admit barbers to their 
corporation but these could not practise surgery or have any voice in the 
deliberations of their guild. They had, indeed, exclusive privileges but 
these were being encroached upon by two descriptions of practitioners, the 
unqualified physicians and the unqualified apothecaries. The former pe- 
titioned Cromwell to give them by means of a patent, power to elect them- 
selves into a College, not merely for Edinburgh but for all Scotland. They 
wished also to have power of examining and licensing apothecaries, of visit- 
ing the drug shops, and enforcing their authority. It must be appreciated 
that the physicians of that day in Scotland were few and for the most part 
held foreign degrees. The only Scottish University granting a medical 
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degree was St. Andrews. The surgeons and apothecaries were alike in 
great alarm and scurried for safety by inducing the Town Council to con- 
stitute a Brotherhood (sic) of Apothecaries and Chirurgeon Apothecaries. 
The surgeons did not soon forget this attack on their monopoly and exerted 
every effort to maintain their exclusive rights, even fighting the University 
or Town College as well as the physicians. 

We shall now return to London where the surgeons and barbers were 
apparently living in peace, but all was not well with the practice of the heal- 
ing art. This I think is best appreciated from “ An Act for the appointing 
of Physicians and Surgeons ”’ in the third year of the reign of Henry VIII 
(1512). It reads in part as follows: 


“To the King our Sovereign Lord, and to all the Lords Spiritual 
and Temporal, and Commons in this present Parliament assembled : 
forasmuch as the science and cunning of Physick and Surgery (to the 
perfect knowledge whereof be requisite both great learning and ripe 
experience) is daily within this Realm exercised by a great multitude 
of ignorant persons, of whom the greater part have no manner of in- 
sight in the same, nor in any other kind of learning: Some also can no 
letters on the book, so far forth that common artificers, as Smiths, 
Weavers, and Women boldly and accustomably take upon them great 
Cures, and things of great difficulty; in the which they partly use Sor- 
cery and Witch-craft, partly apply such Medicines unto the disease, as 
be very noious, and nothing meet therefore, to the high displeasure of 
God, great infamy to the Faculty, and the grievous hurt, damage, and 
destruction of many of the King’s liege people; most especially of them 
that cannot discern the uncunning from the cunning; Be it therefore 
(to the surety and comfort of all manner people) by the authority of 
this present Parliament enacted, That no person within the city of Lon- 
don, nor within seven miles of the same, take upon him to exercise and 
occupy as Physician or Surgeon, except he be first examined, approved, 
and admitted by the Bishop of London, or by the Dean of Pauls, for 
the time being, calling to him or them four Doctors of Physick, and 
for Surgery, other expert persons in that Faculty; and for the first 
examination such as they shall think convenient, and afterward alway 
four of them that have been so approved.” 


\nd so on with due fines of five pounds for each month of illegal practice. 
It allows Bishops in other dioceses outside of London to approve also but 
only after proper examination ; ‘* Provided alway, that this Act nor anything 
therein contained, be not prejudicial to the Universities of Oxford or Cam- 
bridge.” There is also a memorandum “ That Surgeons be comprised in 


this Act as Physicians.”’ 

It will be noted that this but enacts how the privilege of practising Medi- 
cine should be obtained and who should grant it 

At this time the great Thomas Linacre was physician to Henry VIII 
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and the foremost physician of his time. The life of Linacre is not part of 
our present thesis. One of his great labors alone interests us, namely, the 
creation of the Royal College of Physicians of London. He undoubtedly 
got the idea during his period in Padua where he obtained his Doctorate of 
Physick with applause. The organization and ideals were his own as was 
also the great part of the expenses; the gift of the Crown was limited to 
the grant of the letters patent. ‘* The wisdom of Linacre’s plan speaks for 
itself. His scheme without doubt was not only to create a good understand- 
ing and unanimity among his profession, which of itself was an excellent 
thought, but to make them more useful to the public; and he imagined that 
by separating them from the vulgar empirics and setting them upon such a 
reputable foot of distinction, there would always arise a spirit of emulation 
among men liberally educated, which would animate them in pursuing their 
inquiries into the nature of diseases, and the methods of cure, for the benefit 
of mankind; and perhaps no founder ever had the good fortune to have his 
designs succeed more to his wish.” 

Linacre’s efforts were undoubtedly crowned by the creation of the first 
real College of Physicians or Surgeons in either England, Scotland or Ire- 
land. Companies or Guilds of Surgeons or Barber Surgeons certainly pre- 
ceded this College but they were not founded on the same ideals for the 
advancement of learning. ‘These ideals were emulated by others but all 
must pay tribute for the inspiration to such lofty thoughts. I shall not 
weary you with further detail of this pioneer College. It grew from 
strength to strength. The names of its Fellows form a constellation of such 
brilliancy as to be the envy and admiration of all—John Caius, Francis 
Glisson, William Harvey, Richard Lower, John Radcliffe, Robert Sibbald, 
Hans Sloane, Thomas Sydenham, Thomas Willis, Edward Wotton, and a 
host of others. 

Whereas the Surgeons and Barber Surgeons undertook the teaching of 
their art after the manner of having apprentices, the Royal College of 
Physicians early began to give organized lectures and demonstrations, and 
consequently became the first center of medical education in the British Isles 
outside of the Universities. It will be remembered that William Harvey 
demonstrated and taught the circulation of the blood in his Lumleian lec- 
tures in 1616, twelve years before his first publication. All of those who 
obtained the privilege of the practice of Physic were not Fellows; the more 
junior branch were Members and could become Fellows only after a demon- 
stration of their exceptional worth. 

The physicians of Ireland and Scotland were not so fortunate as their 
London colleagues in obtaining early recognition. It was not until 1668 
in Ireland, and 1681 in Scotland, that they obtained their Royal Charters. 
They were substantially framed upon the Royal College of London. They 
all threw their energies into teaching and granted after examination license 
to practise not only to those vouched for by themselves but graduates of 
Universities from the Continent and elsewhere. In fact, they were the 





g 
4 
bp 








a ae | 





2 TEE 


el 








PRESIDENTIAL ADDRESS 7 


more progressive factors in medical education being rivalled by few of the 
Universities. This naturally stimulated the Companies and Guilds of Sur- 
geons to put a better foot forward. For example, in Edinburgh the teach- 
ing of surgery had been at a rather slothful level until 1681 when the Royal 
Charter was given to the Physicians. They then bestirred themselves and 
put their house in order, and sought and obtained in 1694 what is stated 
to be the first authority in Scotland to carry out dissection and from such 
cadavers teach anatomy. The English surgical fraternities had moved 
much earlier but it is doubtful whether they taught anatomy except as a 
purely practical demonstration. They did not reveal any semblance of 
reaching the anatomical and physiological experimental accomplishments of 
the physicians during the seventeenth and eighteenth centuries. but still 
they slowly and surely progressed in organization until in 1784 the Royal 
College of Surgeons of Ireland, and in 1800 the Royal College of Surgeons 
of England, obtained their Charters as Colleges as distinct from Companies 
or Guilds. During the eighteenth century there is no doubt that all these 
Colleges and Guilds ably seconded the Royal College of Physicians of Lon- 
don in medical education. There were undoubtedly times when certain 
branches of teaching excelled in different centers, for instance, the great 
Edinburgh School of Anatomy from approximately 1720 to 1830, or the 
London Surgeons of the latter part of the eighteenth century, and the Irish 
School of Physicians of the middle of the nineteenth century. But taking 
it all in all the physicians of the Colleges of London and Edinburgh left 
a lasting trail of high accomplishment until Simpson and Lister laid the 
foundations of modern technical surgery 

The point I want to make is that during four centuries these Royal Col- 
leges of Physicians and Surgeons took a place not second to the Univer- 
sities in medical education. They ranked equal to them in the certification 
or licensure of the medical practitioners and it was not until 1858 that the 
General Medical Council of Great Britain was created and invested with the 
sole power of assessing the “ regular ” and the “ unregular ”’ practitioner of 
medicine. 

But did these Colleges do nothing else ? \ssuredly they did! They 
had an additional function which in our time has made them great and their 
Fellows honored and respected with cause. The certification of practition- 
ers of Medicine and Surgery was not their sole function. They held out a 
higher ideal of accomplishment in the fact that to become a Fellow was a 
high distinction which was attained only after passing rigid examinations 


which gave evidence of superior accomplishments. As time passed, this 
naturally gave to them great power and also responsibility. In short, the 


bestowal of the hall-mark of the compleat physician or surgeon was the sole 
privilege of these ( ‘olleges and this they did by virtue of elevation to Fellow- 
ship of those they deemed worthy. So great was the faith in their award 
that it became the custom to require a certification of Fellowship in a Royal 


College of Physicians or Surgeons of all applicants to positions in hospitals 
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or teaching institutions of rank. This has been criticized as working 
hardship and favoritism on behalf of a relatively privileged few. The un- 
favorable but rare exceptions undoubtedly have occurred but these have 
accentuated the wisdom of the generally accepted rule. “The Colleges have 
always been conscious of their responsibility and have erred, if anything, 
on the side of strictness for admission to Fellowship because of this trust. 

The custom of having only Fellows of the Royal Colleges on the senior 
staff of the larger hospitals and on the faculty of teaching institutions dates 
back several centuries. The juniors may be Members of the Colleges of 
Physicians but Fellows only are eligible to the senior posts. This custom 
has operated to the benefit of the Colleges as well as the institutions. In 
the first place it required that the Colleges maintain a high level for their 
requirements. They have jealously guarded their reputation not only for 
professional ability but also for ethical standards. Institutions and the 
laity, on the other hand, have trusted their hall-mark to be worth always 
its face value and have seldom been disappointed. The Fellowship was a 
guarantee that the possessor had satisfied his peers that his training and 
knowledge of the specialty he professed were of such quality, and had been 
so tested by an impartial examination as to warrant them to bestow upon 
him this accolade of the elite. During the past 75 years this responsibility 
has become greater through the rapid progress of both medicine and surgery 
and the increasing need of broad and special knowledge. 

But they have also through these centuries contributed other great boons 
to the medical profession. The physicians have developed their libraries 
and the surgeons their museums to the everlasting benefit of the profession. 
There has been, indeed, something of beautiful simplicity in their tacit 
acceptance of these responsibilities without carping rivalry but with sweet 
cooperation and help in each other’s task. 

What influence have these Colleges exerted on the rest of the English- 
speaking world? This question may be briefly dealt with under three 
headings. (1) For several centuries large numbers of young men from 
the Dominions and the United States flocked to them for both under- 
graduate and postgraduate training—the latter to aspire to a Fellowship 
and return, perchance, to their native lands with the accolade of their 
Order. (2) Their example influenced others to emulate them after a 
fashion. In North America there are the Colleges of Physicians and 
Surgeons of New York, Baltimore, of Ontario, of Quebec, and many 
others. But they have confined their activities almost entirely to under- 
graduate teaching or to the task of being more or less active Examining 
soards for local licensure. There is, however, one College of Physicians 
in North America par excellence which I think I might specifically mention 
this evening with propriety—that of Philadelphia. There seems but little 
doubt that years ago some of the young men of this city after graduating 
from the Medical School of the College of Philadelphia went to Edinburgh 
and London to complete their studies, and were fired with the ambition 
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to found a College here. Dr. de Schweinitz reminds us that Samuel Powel 
Griffiths in 1783 expressly states that the idea of an American College of 
Physicians had several times occurred to him and three years later (1786) 
the College of Physicians of Philadelphia was founded. I have often 
wondered why the city claimed preference over the new Nation—probably 
the example of London and Edinburgh was the potent influence particu- 
larly as the Royal College of Physicians of London served as the prototype. 
Also, it must be remembered that it was not until 1800 that the Royal 
College of Surgeons of London received its Charter and in 1843 acquired 
England.” ‘The Constitution of the College 


the greater appellation of 
of Physicians of Philadelphia has a nice familiar tone when compared with 
the Charter undoubtedly drawn up by Linacre over 250 years before 


even to the four censors. ‘Their careers have also been somewhat alike in 
their duties to their community and the perfection of their library. The 
difference, however, is clear cut and fundamental. ‘Teaching in the broad 


sense and admission by examination have not been among the functions 
of the Philadelphian College. Undoubtedly conditions were different but 
for all that it created a medical aristocracy which for the greater influence 
was too exclusive. 

(3) We now come to a third phase which has been born of a condition 
of affairs strangely similar in principles although not in detail with the 
conditions in the sixteenth and seventeenth centuries. Then the Corpora- 
tion, Guilds and Colleges were formed to protect the public from “ the 
multitude of ignorant persons "—‘‘ common artificers, as Smiths, Weavers 
and Women 
in other words, those who assumed knowledge which they did not have and 


who * boldly and accustomably take upon them great cures ”’; 


imitated the honest practitioner of the day. By our State and Provincial 
Boards and other agencies we have imitated this function of the British 
Colleges, but only insofar as the general practitioner is concerned and not 
for those who profess to be specialists in Medicine and Surgery. 

Here we arrive at the point where events indicate that such a College 
as ours appeared to be necessary. This necessity did not seem to have 
been a local need or confined to physicians or internists alone. Since 1913 
five new Colleges in the English-speaking world, with aspirations more or 
The American Col- 





less similar to the older order, have come into being, 
lege of Surgeons, The American College of Physicians, The Royal College 
of Physicians and Surgeons of Canada, The British College of Obstetri- 
cians and Gynaecologists, and The Royal Australasian College of Surgeons 
—five new, more or less exclusively elite, bodies in 22 years—one every 
4 years. The whole range of the broader specialties of medical practice 
is represented. So now we come to our second question: Why was this 
spontaneous and widespread movement apparently necessary? Is medical 
practice in a somewhat similar position today to what it was four centuries 


ago in that those who are unqualified are presuming to invade the seats of 
the mighty? There seems little doubt that this is the answer. During 
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the past generation specialism in many branches of medicine has become 
rampant and has been professed by many who had no adequate preparation 
or right to do so and furthermore human nature has changed but little 
since the days of Henry VIII when it was deemed necessary to protect 
“most especially them that cannot discern the uncunning from the cun- 
ning.” So, here we have the answer to our second question, namely, tc 
hall-mark those who have equipped themselves by special study and appli- 
cation to practise one or other of the senior branches of the medical art 
and science as distinct from those who have not so prepared themselves but 
would have the public believe that they have and so profess to all and 
sundry. ‘To control such unwarranted assumptions has become the prin- 
cipal function of our elder sisters. 

Are these younger Colleges trying to emulate the exclusiveness of their 
seniors in this matter? If so, it would be well to be thorough in the 
matter. Such a College or Society or Association must have certain stand- 
ards for admission. But then all those that are reputable have. This now 
brings us to the difference between an association or a society and a col- 
lege—not entirely the same significance it had in Roman law but what 
it has come to signify at the present day. I make bold to hold that it 
implies that it is only possible for one to enter the body of its membership 
after he has duly satisfied the appointed examiners or censors—call them 
what you please—by adequate and impartial tests of his worthiness. Ina 
small or local community such tests are easy of application and so it was 
found by our older sisters, but as their fame spread and applicants presented 
themselves who were not known in person, or came from foreign countries 
or from lands across the seven seas, many of them near neighbors com- 
pared to our States and Provinces, the difficulties to enforce equality of 
standard became insurmountable without a uniform and impartial examina- 
tion. 

Gentlemen, we are at the parting of the ways. What other Colleges 
may do is their affair and none of our business, but what our future will 
be most certainly is our deep concern. Our Credential Committees have 
labored for years with an almost Herculean task—they have given of their 
best—but it is beyond human capacity. to be arbiters of our membership 
from the information required and be satisfied that you have been fair and 
just to the College and the petitioners for membership. Are we to remain 
a rather select association and, as I have already said, an expensive one, 
or are we to be a College of Physicians to which its Fellows have been 
elected after passing such tests and examinations—moral, spiritual, and 
as to warrant the confidence of our people to trust him above 





scientific 


those who are not, wheresoever he may go? That is the acid test! We 
as a College are responsible that it should be so and if we cannot command 
this we have failed in our self-appointed task, and our hall-mark of 
I. A. C. P. is of little worth. I do not wish to convey the impression that 
we have altogether failed, but I am thoroughly convinced that our methods 
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of assay must be improved until the world knows and has confidence in 
the products of our mint. 

Now I am through! I thank you for your patience in enduring my 
rather domestic sermon but I have cogitated this matter for many years 
and believe that I am right and that history of the past supports me and 
that of the future will justify my belief. 

In conclusion I want again to thank the College for bestowing upon 
me the highest honor that can come to an American Physician. To my 
colleagues, the Officers, the Board of Regents, and the Board of Governors, 
I wish to say an official and public farewell and thank them all for their 


unfailing support and courtesy during my tenure of office. I bid you all 


good luck and godspeed ! 
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PRESENTATION OF THE JOHN PHILLIPS MEMORIAL 
MEDAL TO PROFESSOR LEO LOEB, OF 
WASHINGTON UNIVERSITY 


Ladies and Gentlemen: 

It is a custom of our College to award each year a medal in memory of 
our revered colleague, John Phillips. This medal is in token of notable 
contributions to the Science of Medicine. In awarding it this year your 
Board of Regents had in mind the rich accomplishments of a life-time 
devoted to researches in the Medical Sciences. During approximately 
forty years of active work Professor Loeb has contributed to many fields 
of general and experimental pathology. His first researches concerned 
the transplantation of pigmented skin which developed into a study of the 
main factors underlying transplantations in general and led to an analysis 
of organismal differentials and individuality in various life processes. 

Early studies of wound healing led to investigations into the mechanism 
of growth, tissue culture and tissue formation in general and served as a 
model in the analysis of factors active in wound healing and inflammation. 

His well known pioneer work on the transplantation of malignant tu- 
mors in animals made possible the study of heredity in tumors and the first 
quantitative determinations of this factor. Investigations concerning the 
relationship between hereditary factors and internal secretions in the origin 
of tumors led to a study of those of the ovary, the mechanism of the under- 
lying sex cycle and to an analysis of certain hormones of the anterior 
pituitary and their significance for the ovary and the thyroid gland. 

Since 1929 Professor Loeb has actively pursued his investigations of 
the action of ‘the thyroid-stimulating hormone of the anterior hypophysis. 
In a long series of contributions on this subject, he has demonstrated in 
experimental animals increased mitotic activity of the thyroid cells, changes 
in the iodine content of the thyroid gland, elevation of oxygen consump- 
tion, accelerated circulation, exophthalmos and indeed most of the symp- 
toms of Graves’ disease. 

Professor Loeb,—in recognition of these and many other notable con- 
tributions to Science, it gives me great pleasure and honor, on behalf of 
the American College of Physicians, to hand you this John Phillips 
Memorial Medal. 
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THE THYROID STIMULATING HORMONE OF THE 
ANTERIOR PITUITARY GLAND * 


By Leo Loeps, St. Louis, Missouri 


May I express to you, Mr. President and to the American College of 
Physicians, my deep appreciation of the honor you have conferred upon 
me. It is an interesting coincidence that you have invited me to discuss 
before you the thyroid stimulating hormone of the anterior pituitary gland 
here in Philadelphia, where about 30 years ago I began my investigations 
of the problems concerning internal secretions. At that time, I studied the 
functions of the corpus luteum and I found that one of its hormones sen 
sitized the uterine mucosa so that when, subsequently, mechanical stimuli 
reached it, the maternal placentae or experimental placentomata were pro 
duced. In addition it could be shown that the corpus luteum prevents 
ovulation. These investigations in the course of time led to the study of 


the mechanism underlying the sexual cycle, which I have followed ever 


since. But about 16 years ago, I became also interested in the interrela- 
tions between various glands of internal secretion and I began to investi 
gate the interactions between the thyroid gland and other glands with 
internal secretions, in particular the anterior pituitary. At first, I used 
in this work a commercial preparation of anterior pituitary gland, which 
evidently contained an admixture of thyroid substance and the latter pre 
dominated over the anterior pituitary substance proper. In the meantime 
biologists had made the interesting discovery that thyroid substance with 
its hormone is a necessary stimulant for metamorphosis in amphibia and 
that also anterior pituitary substance can exert a similar effect on meta- 
morphosis provided the thyroid gland is present at the same time. The 
pituitary substance evidently acted by way of the thyroid gland; it stimu- 
lated the latter to function, as the studies of Allen, P. E. Smith, Uhlenhuth, 
Spraul, Hogben and Hoskins have shown; and Uhlenhuth in particular 
noticed, during this process, indications of an enlargement of the thyroid 
acini and of an increased secretion of the acinus cells. This effect of the 
thyroid on amphibian metamorphosis was subsequently introduced, as 
test for the presence of thyroid hormone, into experimental pathology and 
an example of fruitful cooperation 


a 


clinical medicine and proved of value 
between pure biology and clinical medicine. It was also shown by P. E. 
Smith and Foster that extirpation of the anterior pituitary in rats led to 
an atrophy of the thyroid gland. 

About seven years ago, we began a reinvestigation of the relation be- 


* Read at the Philadelphia meeting of the American College of Physicians, May 1, 1935 
Department of Pathology, Washington University School of Medicine, St. Louis, Mo 
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tween anterior pituitary and thyroid gland, but this time we used our own 
anterior pituitary preparation and, as in our previous investigations, it was 
the guinea pig which served as test animal. Very soon it was found that 
after a few injections of this anterior pituitary extract, which was obtained 
from cattle, the whole appearance of the thyroid gland changed radically. 
The colloid softened and was absorbed, the acinus cells became high cuboidal 
and cylindrical. The acini changed their shape. Instead of round acini, 
lined with rather low cuboidal cells, there developed longitudinal, often 
curved, winding slits lined with high cylindrical cells. It was difficult to 
identify in the microscopic picture the gland thus produced with the thyroid, 
and yet it closely resembled the thyroid gland as found in very pronounced 
cases of Graves’ disease or exophthalmic goiter, where nature has appar- 
ently made a similar experiment. Moreover, we observed that, during the 
period of injections of anterior pituitary extracts, the animals lost weight. 
This suggested the possibility that through longer continued injections the 
other principal symptoms of Graves’ disease might also be imitated. With 
the codperation of our associates—and soon others also began to take part 
in this work—this possibility was realized. It is an interesting experience 
to follow how step by step the symptom-complex of Graves’ disease was 
reproduced in the guinea pig. In addition to the structural changes in the 
thyroid gland itself similar to those characteristic of severe cases of this 
disease and to the loss in body weight, the basal metabolism rose consider- 
ably; the eyes of the animal began to protrude; tachycardia and nervous- 
ness, as indicated by an intensified reflex activity, became manifest. The 
glycogen in liver and muscle was mobilized and the adrenal cortex showed 
considerable increase in cell divisions. The stimulation of the thyroid 
gland led to solution processes in the colloid and thus to a constant dis- 
charge of an increased amount of organic iodine into the blood stream. 
Therefore the blood became richer in these organic iodine compounds, 
among which thyroxin is especially important. 

In this connection it may be of interest to refer briefly also to the action 
of inorganic iodine on the thyroid gland. Under ordinary conditions this 
kind of iodine stimulates the thyroid gland. But if inorganic iodine is 
given concomitantly with anterior pituitary hormone, it inhibits the latter 
in its stimulating action on the thyroid gland and thus it resembles thyroid 
hormone which invariably inhibits the functioning of this organ. Now, 
it is well known, especially through the observations of Plummer, that 
also in exophthalmic goiter iodine at least temporarily reduces the activity 
of the thyroid gland and makes an operative removal of this organ possible 
in otherwise unfavorable cases. We notice then an almost complete cor- 
respondence between the effects of the injections of extracts of anterior 
pituitary of cattle into guinea pigs and the symptom complex of Graves’ 


disease. 
There still remains to be considered the correlation between the stimula- 
tion of the thyroid gland and the changes which take place in the ovary 
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under the influence of the hormones of the anterior pituitary. If we inject 
acid extract of cattle anterior pituitary into female guinea pigs, we notice a 
destructive effect exerted by this substance on the ovarian follicles, which 
undergo an early retrogression (atresia). At the same time, the theca 
interna may manifest a slight degree of luteinization in certain atretic fol- 
licles and occasionally a large follicle may become converted into a pseudo- 
corpus luteum. Similar is the effect of the extract of anterior pituitary of 
hog and sheep. The implantation of the glands from these species acts 
in a corresponding manner to the injection of extract, although the effects 
of the injections are slightly more pronounced. If we implant one or two 
guinea pig anterior pituitaries, noticeable hypertrophy of the thyroid is usu- 
ally lacking ; there is induced merely the formation of very large ovarian fol- 
licles, the granulosa of which matures, and of some strands of interstitial 
gland in the medulla of the ovary. But if we implant several guinea pig 
anterior pituitaries into a female guinea pig, the effects may become more 
intense in the ovary and at the same time a slight hypertrophy may appear 
also in the thyroid gland. Anterior pituitaries of rat, of rabbit and of man 
cause marked luteinization of the granulosa, as well as of the theca interna, 
and these processes are accompanied by a noticeable hypertrophy of the 
thyroid gland, but the different species may again show certain minor 
variations among themselves. We see then that the experimentally pro- 
duced hypertrophic changes in the thyroid gland, as a rule, are associated 
with definite changes in the ovary of the guinea pig; it does not therefore 
seem advisable to us at present to apply to the thyroid stimulating hormone 
the term thyrotropic, in the sense that the action of this hormone is limited 
to the thyroid gland. We further notice that the effects of the anterior 
pituitary glands from different species are in certain respects specific. 

In regard to the various changes induced by introduction of anterior 
pituitary gland some of these are the result of the stimulation of the thyroid 
gland and may therefore be considered as indirect changes. ‘This applies 
especially to the effects on metabolism, heart rate, reflex action and pre- 
sumably on carbohydrate metabolism, but it does not apply to the effects 
on the ovary; the destructive action which cattle anterior pituitary exerts 
on the ovarian follicles is not caused directly by thyroid hormone, as 
experiments in thyroidectomized guinea pigs indicate. On the contrary, 
the thyroid hormone itself seems to cause an increased growth of the 
ovarian follicles. It is also probable that the effects on the eye and on the 
adrenal gland do not take place by way of the thyroid gland. 

If we may then be able to state that, by inducing experimentally an 
increased activity of the anterior pituitary gland in the guinea pig, it is 
possible to reproduce the essential symptoms of Graves’ disease in man, 
this does not necessarily mean that increased activity of this gland is the 
essential factor underlying Graves’ disease, but it suggests, at least very 
strongly, that in some way the anterior pituitary is involved in this condi- 
tion. However, there is apparently one serious objection to such a con- 
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clusion, namely the fact, observed by us several years ago and since con- 
firmed by Collip and Anderson and others, that if we continue the injections 
of anterior pituitary extract for a long period of time, the thyroid gland 
as well as the sex organs step by step return to their normal state. On the 
other hand, we know that Graves’ disease is not as a rule a self-limiting 
disease, although remissions may take place. When we first made this 
observation concerning the establishment of an active resistance to injec- 
tions of anterior pituitary extracts, we pointed out the possible significance 
of this occurrence as an explanation of remissions in Graves’ disease. It 
is possible that, after a cessation of the administration of the extract con- 
tinued over a longer time, injections might again become effective, and the 
resistance thus established might in reality correspond to a remission. 

As to the mechanism underlying this acquired resistance, we found in 
our first experiments that the blood serum of the resistant animals does not 
exert a direct neutralizing action on the hormone. More recently Collip 
and Anderson have made the important discovery that through injection 
of such serum it is possible to induce in the injected animal reactions, of 
an as yet unknown nature, which somehow counteract the effects of the 
hormone, at least for a certain period. 

It is, however, conceivable that other mechanisms, which have been 
shown to function in the development of resistance and which exert their 
influence primarily by acting on tissues and organs in a specific manner, 
may secondarily cause the entrance into the circulation of substances which 
inhibit the response of tissues to the stimulating action of anterior pitui- 
tary hormone. We were able to demonstrate that as stated iodides, as 
well as thyroid hormone, inhibit the effect of the anterior pituitary hormone 
on the thyroid gland, largely in all probability by diminishing the respon- 
siveness of the thyroid gland to this hormone. ‘Thus a self limiting mech- 
anism can be shown to exist. Anterior pituitary hormone stimulates the 
thyroid gland; following this stimulation, thyroid hormone is given off 
in increased amounts into the circulation and the latter substance then 
counteracts the effect of the anterior pituitary hormone. But there is a 
second self regulatory mechanism, which likewise tends to limit thyroid 
activity. Asa result of the secretion of thyroid hormone, the basal metab- 
olism is increased and this increase usually leads to a loss in weight of the 
individual thus affected. Now, in experiments with guinea pigs, a loss 
in body weight in itself tends to cause a return of the thyroid gland to a 
resting state. The acinar epithelium becomes low, the acini small and the 
colloid hard. Under such conditions the amount of thyroid hormone 
given off into the circulation would be reduced and the effect of the thyroid 
stimulating hormone would be limited. There are in addition indications 
that still other mechanisms of a cellular nature may exist which tend to 
regulate and restrict thyroid activity; this follows from the rapidity with 
which the multiplication of acinar cells in the stimulated thyroid gland 
begins to decline, notwithstanding the continued application of the stimulus. 
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It has recently been suggested by Kuschinsky, as well as by Loeser and 
Thompson, that the stimulating action, which iodine exerts on the thyroid 
gland, as well as the inhibiting action of thyroid hormone, is mediated by 
the anterior pituitary gland. While it seems probable that the anterior 
pituitary gland is indeed concerned in such effects, still there are reasons for 
the conclusion that these substances act also directly on the thyroid gland. 

There is another consideration which has some bearing on the ques- 
tion with which we are here primarily concerned, namely the significance 
of the anterior pituitary gland in the etiology of exophthalmic goiter. 
Clinical observation points to the importance of an inner constitutional 
factor, supplementary to the stimulating factor, in the origin of this disease, 
as is the case in so many other diseases. This constitutional factor may 
modify the response of the organism to the stimulating factor, and thus 
prevent the full effect of mechanisms which otherwise might tend to counter- 


_act the hormone action in normal individuals. 


Considering the preponderating influence, which the anterior pituitary 
gland, by way of its hormone, exerts on the thyroid gland, on the growth 
of the latter and on its metabolic activity—two functions which as a rule 
seem to go hand in hand—as well as the fact that all the principal symptoms 
of Graves’ disease can be reproduced by administration of the thyroid 
stimulating hormone of the anterior pituitary gland, there seems to be some 
justification for the belief that the action of the anterior pituitary is involved 
in the etiology of Graves’ disease, although it may be only one of several 
factors concerned in this condition. However, though the experimental 
reproduction of a disease complex may make it very probable that the dis- 
ease itself originates in a similar manner, still it does not afford conclusive 
proof. While it may be difficult to furnish such a conclusive proof, several 
lines of investigation suggest themselves, and we have recently undertaken 
experiments which, we hope, may lead to a more direct answer to this prob- 
lem. One of the difficulties which we have to face at present is the lack 
of definite knowledge as to the number and kind of hormones which are 
produced in the anterior pituitary gland. So far, we merely know the 
effects initiated by substances given off by this organ and acting as hor- 
mones. However, quite recently with the cooperation of our associates, we 
have found a method which permits us experimentally to suppress at will 
certain activities of the anterior pituitary gland, while enhancing others, 
and to transform the action of the anterior pituitary gland, which is char- 
acteristic of one species, into that of a different species. 

These recent investigations which are not yet finished, seem to confirm 
tentative conclusions which we had drawn on the basis of previous obser- 
vations, namely that as far as the action of the anterior pituitary gland on 


the ovary is concerned we may distinguish in the main two substances, 
namely a follicle-stimulating hormone, which also induces maturation proc- 
esses in the follicles, and a second substance inducing atresia which means 
destruction of follicles. The latter action may be associated with a very 
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moderate formation of pseudolutein and interstitial gland tissue. This 
effect may perhaps be due to a third substance. It can be shown experi- 
mentally that the anterior pituitary glands of different species differ as to 
the relative preponderance of these substances. The possibility of separat- 
ing thus these substances acting on the ovary and the associated thyroid 
stimulating hormone by experimental chemical means, may, we hope, open 
the way for approaching in a more direct manner the problem as to the sig- 
nificance of the anterior pituitary gland in the etiology of Graves* disease. 
Let me say in conclusion that I am fully aware of the incompleteness 
of these investigations at the present time, and also of the fact that what- 
ever has been accomplished is due to the cooperation of my associates and of 
other investigators. But may I also be permitted to point out that these 
investigations very well exemplify the advantages which accrue to clinical 
medicine from cooperation with biology, physiology and experimental 
pathology. They all should be encouraged to proceed in their own way and 
to seek their own problems. At some point they will meet for fruitful 
association. They are not sharply separable and essentially they form one 
connected whole. While the cure of disease is the direct aim of clinical 
medicine, the analysis of man and life, in relation to the environmental fac- 
tors operating in the universe, at which biology aims, will help the physician 
to approach, with a broader understanding and deeper sympathy, the prob- 
lems which his patient faces, in a world to which after all our body and 


mind are not fully adapted. 
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THE PRESENT STATUS OF ARTIFICIAL PNEUMO- 
THORAX IN THE TREATMENT OF LOBAR 
PNEUMONIA * 
By Simon S. Leopoip, M.D., F.A.C.P., and Louis M. Lieperman, M.D., 
Philadelphia, Pennsylvania 


THERAPEUTIC innovations begin with an original idea or more often 
with a new application of an old one and, if promising and spectacular, may 
be followed by premature and unjustified optimism. After experimentation 
and thorough clinical trial have established their status, they are either ac- 
cepted or rejected. 

In connection with the therapeutic use of pneumothorax in pneumonia 
we have passed through a period of enthusiasm which was initiated primarily 
by empirical use of the method; and only later obtained the confirmation of 
That this order was the f what it should 


experimental evidence. reverse ¢ 
have been is beside the point. 

The past year has been devoted to further animal experimentation and 
more thorough clinical trial and, although insufficient time has elapsed to 
warrant final judgment, enough information is available to permit the ex- 
pression of certain opinions derived from a critical analysis of the data. 
We are concerned with the reports on 197 cases of lobar pneumonia which 
have either appeared in print or have been submitted to the authors prior to 
publication. This latter courtesy is herewith gratefully acknowledged. 

The following table lists the names of authors, the number of cases in 
each report, and the mortality rates 

It is an accepted fact that the mortality of lobar pneumonia in general 


TABLE I 


Mortality of Lobar Pneumonia Treated by Artificial Pneumothorax 


Number of Cases an 
(American authors March 1934 to April 1935 


No. of g 
Authors ( ases Died Mortality 

Blake, Howard and Hull !? 43 11 25.5 
Robertson, Behrend, Cowper and Tuck 51 20 39.2 
Stoll ® 29 7 24.1 
Leopold and Lieberman 7 16 5 32.0 
Moorman *? 10 3 30.0 
Isaacs, Udesky, de Pinto '” 7 4 57.1 
Hammond " 7 1 14.3 
Crowell”... 4 1 25.0 
Hines and Bennett ™ 12 4 33.3 
Holmes and Randolph ™ 18 2 11.1 
Totals 197 58 29.4 

*Read at the Philadelphia meeting of the American College of Physicians, April 30, 


1935. 
From the Medical Division and the Thoracic Clinic of the 
of Pennsylvania. 


Hospital of the University 
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hospitals throughout this country ranges between 25 and 35 per cent 
Therefore, it would appear that therapeutic pneumothorax has been neither 
helpful nor harmful and has had no influence on the death rate of this dis- 
ease. This statement is true and will continue to be true if this treatment 
is used as indiscriminately in the future as it has been in the past. 

The mortality from lobar pneumonia under any form of treatment, 
specific or non-specific, is conspicuously influenced by age, type of pneumo- 
coccic infection, bacteremia, spread, and postpneumonic complications. The 
results of specific serum therapy depend largely on the day of the disease 
on which such treatment is instituted. Early treatment is even more im- 
portant when artificial pneumothorax is used. 

In addition to the above named factors, there is one more which may be 
disregarded under the usual methods of treatment but which is of funda- 
mental importance in compression therapy. Preexisting fibrous pleural ad- 
hesions render this type of treatment inadequate or useless. Recent pleural 
adhesions, developing as the result of the extension of the acute infectious 
process from the lung to the adjacent pleura, may have a similar effect. 

Let us proceed to analyze the cases treated by artificial pneumothorax in 
relation to those factors which most significantly influence mortality. This 
task is made difficult in many cases by the multiplicity of determining factors, 
such as the coexistence of bacteremia and spread. 

Age. After infancy, and during childhood, lobar pneumonia is a com- 
paratively innocuous disease with a mortality of 3 or 4 per cent. The in- 
cidence of empyema in infancy and childhood is 12 per cent. It is apparent 
from a survey of the cases in infancy and childhood treated by artificial 
pneumothorax that there is greater likelihood in them of spontaneous pneu- 
mothorax and empyema. We do not believe that this method of treatment 
should be employed in this group and we can see no possible justification for 
its use in the treatment of late post-pneumonic complications as practiced by 
several continental writers.’*'% '7" 

At the other extreme of life the greater probability of chronic adhesions 
and the increased prevalence of Type III infection which may produce a 
plastic exudate interferes with but does not contraindicate compression 
therapy. 

Day of Disease. It is apparent that too few authors have been suf- 
ficiently intpressed by the fundamental importance of early treatment and 
many cases have been treated too late. Most of these should not have had 
therapeutic pneumothorax. Blake's complete statistics which have been 
placed most generously at the writer’s disposal prior to their publication are 
most instructive. He treated one case on the first day, seven on the second 
and 17 on the third. Of these 25 cases, one died—with bacteremia and 
contralateral spread. Twenty-four recovered. Sixteen were treated on the 
fourth day and two on the fifth. Of these 18 cases 10 died. 

This is tremendously significant in view of the fact that the average 
age of the recovered cases was 33.5 years while the average age of the fatal 
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cases was 43 years—a difference which cannot possibly explain a mortality 
of 4 per cent in those treated within the first three days compared to a mor 
tality of 55.5 per cent in those treated on the fourth and fifth days. 

Bacteremia. The incidence of bacteremia and its attendant mortality in 
128 treated adult cases is shown in table 2. 
TABLE I] 


Incidence of Bacteremia and Mortality in 128 Adult Cases of Lobar Pneumonia 
Artificial Pneumothorax 


lreated by 


Authors No.of Cases Died Bacteremia Died 
Blake, Howard and Hull 43 11 12 7 
Stoll. . 29 7 5 5 
Leopold and Lieberman 16 5 5 1 
Behrend, Tuck and Robertson 40 14 5 4 
Totals... 128 37 27 17 


The incidence of bacteremia was 21 per cent and its mortality was 63 per 
cent. Irom this small series of cases, no deductions can be drawn regarding 
the effect of artificial pneumothorax on bacteremia except to say that it is 
of no apparent value when first employed after blood stream invasion has 
occurred. Much more experimental work must be undertaken and many 
more patients will have to be treated early and effectively before any con- 
clusions can be drawn in regard to the value of compression therapy in pre 
venting blood stream invasion. 

Spread. ‘The incidence of spread, determined clinically, in lobar pneu- 
monia is about 10 per cent, at necropsy 16 per cent. ‘The mortality is almost 
doubled when two or three lobes on the same side are involved and is nearly 
tripled when both lungs are implicated. he following table shows the in- 
cidence and mortality of spread in 86 treated cases 


TABLE III 


Incidence of Spread and Mortality in 86 Adult Cases of Lobar Pneumonia Treated by Artificial 


Pneumothorax 





No. of No. of 
Author | Cases Spread Died Cases Spread Died 
(Early Late 
Leopold and Lieberman 11 3 3 5 2 1 
Blake, Howard and Hull 25 3 1 18 8 6 
Isaacs, Udesky and de Pinto 4 1 1 3 2 2 
Hines and Bennett 2 1 l 10 1 1 
Holmes and Randolph 3 0 0 5 0 0 
Totals 45 8 6 41 13 10 


The total incidence of spread in these 86 cases was 24 per cent, more than 
twice that found by clinical examination under all other methods of treat- 
ment. Spread occurred in 17 per cent of cases treated early and in 31 per 
cent of those treated on the fourth day or later. In this connection it is of 
interest that contralateral spread did not occur in a single one of our treated 
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experimental animals, all of which received pneumothorax within the first 48 
hours.’® The mortality from spread in these 86 cases was 76 per cent. 

It would appear that compression therapy in the first three days neither 
retards nor provokes extension to the opposite side. Again, many more 
cases must be treated early and adequately before this opinion can be either 
confirmed or disproved. 

We believe that unsuccessful attempts to compress the involved lobe or 
lung, on or after the fourth day, increase the danger of contralateral spread. 
If this is true, therapeutic pneumothorax is contraindicated after the first 72 
hours of lobar pneumonia. 

Complications. Empyema occurs in about 3 per cent of cases of 
lobar pneumonia in adults. It was present in nine of the 180 adults in the 
pneumothorax treated group, an incidence of 5 per cent. Five of these 
were in Blake’s series. His incidence was 11 per cent. Blake attempts to 
get complete collapse as rapidly as possible, sometimes injecting as much as 
two liters of air at the first treatment. It appears that artificial pneumo- 
thorax does not increase the likelihood of empyema unless positive pressure 
is deliberately produced and maintained. 

In this entire pneumothor: ax group, 17 children were treated, three by 
Moorman, with empyema in one and spontaneous pneumothorax in another, 
four by Crowell with no such complications, and 10 by Holmes and Randolph 
with four empyemas, three of which were accompanied by and may have 
resulted from spontaneous pneumothorax. Holmes and Randolph's two 
fatal cases had empyema. In each the pleural cavity was so adherent that 
only a small amount of air was injected under positive pressure. In retro- 
spect, the authors state that neither of these cases should have been treated. 

The favorable prognosis of lobar pneumonia in childhood and the in- 
creased risks of serious complications from compression therapy would seem 
to argue against its use in this group. 

Adhesions. There are only two ways to find pleural adhesions in the 
living pneumonia patient. Their presence may be inferred from the pro- 
duction of positive pressure and pain during instillation of air and they may 
be demonstrated by roentgen-ray after such injections. An amount of air 
more than sufficient to completely compress a pneumonic lung may be injected 
easily, without positive pressure and without pleural pain, and yet roentgen- 
ray may demonstrate adhesions which altogether prevent effective com- 
pression. Preéxisting fibrous adhesions are the greatest obstacle to early 
effective pneumothorax therapy. If this is true, it is obvious that the 
mathematical probability of their presence should be determined, if this is 


possible. 

Through the courtesy of Dr. Krumbhaar and the Department of Pathol- 
ogy, records of patients autopsied at the University Hospital were placed at 
our disposal. Consecutive protocols were examined, discarding all those 
which revealed any type of acute or chronic pulmonary disease except ter- 
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minal bronchopneumonia. ‘The results of this survey are presented in the 
following table : 
rABLE IV 


Incidence of Fibrous Pleural Adhesions in 515 Consecutive Autopsies (Acute and Chron 
Pulmonary Disease Omitted Except Terminal Bronchopneumonia 


Age Group Number of Cases Old Adhesions ©; Old Adhesions 
10-19 43 10 23.3 
20-29 64 29 45.3 
30-39 70 26 37.1 
40-49 87 42 48.3 
50-59 108 55 50.9 
60-69 93 55 59.1 
70-79 45 23 51.1 
80-89 5 2 40.0 
Total 515 242 47.0 


Separating the cases into decades it is apparent that from 10 to 20 years 
of age, old pleural adhesions are found post mortem in approximately 25 
per cent of individuals dying from various causes exclusive of pulmonary 
disease. After the age of 20 they are present in about 50 per cent of all 
such cases. 

How does this table tally with the presence of adhesions noted by those 
who have treated pneumonia by pneumothorax and tabulated this finding? 
Our incidence was 62 per cent, Blake’s was 56 per cent, that of Holmes and 
Randolph 55 per cent. 

Seeking an explanation for the extraordinary difference in mortality 
between Blake’s cases treated before the end of the third day and after this 
time, we studied 55 autopsy records of patients dying of lobar pneumonia, 
paying particular attention to the type of infection, the day of death, and the 
pathologic changes in the pleura. While the information obtained is not 
sufficiently clear-cut to lend itself to statistical tabulation, the findings ar« 
of great interest. Thirty-eight per cent of these cases ( irrespective of age) 
showed old adhesions. In addition to this, it was noted in the protocols 
that many of the patients dying early in the disease had fibrinous or sero- 
fibrinous pleurisy over the adjacent affected lobe or lobes, while many of 
those dying late showed fibrous pleurisy and in some there was a plastic 
exudate partially obliterating the pleural cavity. This was particularly true 
in Type III infection. 

Reverting to Blake’s tables which record the day on which the tempera- 
ture first returned to normal, in those who recovered without complications, 
it is found that an artificial crisis was produced most frequently in the cases 
treated early. None of the patients treated after the third day had a normal 
temperature until several additional days had elapsed. In other words, it 
seems probable that during the third day, and much more frequently there- 
after, recent adhesions prevent adequate compression and artificial crisis 

We firmly believe that the involved lobe or lung must be completely sur- 
rounded with air if artificial crisis is to be achieved and this can only occur 
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if the pleural cavity is almost entirely free. Unless this treatment can pro- 
voke an artificial crisis it does no good and the patient goes on to crisis or 
lysis at the expected time. Termination by crisis is no proof of efficacy of 
treatment unless the crisis is artificially induced by it. In those treated 
early, where the pleural cavity is free, the effect is dramatic. 


SUMMARY AND CONCLUSIONS 

The records of 197 cases of lobar pneumonia treated by artificial pneumo- 
thorax are reviewed. The death rate in this group is essentially the same 
as general hospital mortality from this disease under all other forms of 
treatment. We have not attempted to revise our statistics by excluding the 
palpably hopeless because no distinctions are drawn in compiling hospital 
mortality. 

For the reasons which we have given, we disapprove of the use of arti- 
ficial pneumothorax in lobar pneumonia in children. 

This treatment is probably without effect on preexisting blood stream 
invasion but may possibly prevent late bacteremia if it is used effectively 
before blood stream invasion occurs. 

It is probable that early treatment neither increases nor decreases the 
usual incidence of spread. ‘There are good reasons to believe that late 
treatment increases the chances of its occurrence. If this proves to be 
correct, artificial pneumothorax is contraindicated in lobar pneumonia after 
the third day of this disease. 

It does not increase the incidence of empyema in adults unless such large 
quantities of air are introduced that positive pressures are deliberately pro- 
duced and maintained. 

The greatest obstacle to effective early treatment is the presence of pre- 
existing fibrous adhesions in almost 50 per cent of adults of middle age. 
This barrier is almost insurmountable in patients treated after the third day 
because the pleural reaction after this time adds new adhesions to the pre- 
dictable 50 per cent already present, thus making complete compression and 
artificial crisis virtually impossible. 

Artificial crisis can only occur with a free pleural cavity, band adhesions 
possibly excluded, and may be expected in 50 per cent of cases treated before 
the fourth day. This statement is predictable and is in accord with clinical 
experience. Nothing is accomplished by compression treatment unless arti- 
ficial crisis is achieved. 

Specific serum therapy is applicable to about 50 per cent of all patients 
with lobar pneumonia. Artificial pneumothorax is capable of producing an 
artificial crisis in about the same proportion of cases and can be used in any 
and all types of lobar pneumonia provided the involvement is unilateral. 
Both specific serum and pneumothorax must be used early to be effective. 
Artificial pneumothorax properly used is a real and permanent addition to 
the treatment of lobar pneumonia. In those cases in which artificial crisis 


is induced, one is privileged to witness an apparent miracle. 
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AGRANULOCYTOSIS * 


By Henry Jackson, Jr., M.D., Boston, Massachusetts 


Ir would be impossible adequately to cover all aspects of the disease 
agranulocytosis in the time at my disposal. I have chosen, therefore, to 
attempt to clarify, in so far as my knowledge of the subject permits, certain 
phases of the condition which are at present under dispute. Brevity neces- 
sitates a certain amount of dogmatism for which I have but little enthusiasm. 

In the first place, is there such a disease entity at all? I believe there 
is. It is characterized by extreme leukopenia and neutropenia and occurs 
at all ages except early childhood. The onset is usually sudden, fever is 
constant and in the majority of instances ulcerative or even gangrenous 
lesions appear in the oral cavity, gastrointestinal tract and elsewhere. The 
disease runs, as a rule, a rapid course, ending in recovery or death in a 
short time. Much more rarely the disease is subacute or regularly recur- 
rent. In the true condition there should be no anemia of moment, unless 
due to some unrelated disease, no thrombopenia, no hemorrhages into the 
skin or mucous membranes and the blood smear should show few, if any, 
immature white blood cells. There should be no lymphadenopathy not 
readily accounted for by adjacent sepsis nor any notable enlargement of 
the spleen. Unless these criteria are adhered to with some semblance of 
strictness, hopeless confusion results, as can readily be seen by perusal of 
the literature, particularly the French. 

Yet leukopenia in and by itself does not make the diagnosis. I cannot 
emphasize this point too strongly. Leukopenia and neutropenia are com- 
pancytopenia, pernicious anemia, benzol poisoning, 





mon to many diseases 
arsenic poisoning, Kala-azar, miliary tuberculosis and certain instances of 
acute aleukemic leukemia. Each of these diseases has clinical and hema- 
tological characteristics which serve in most instances to identify it. Be- 
fore the diagnosis of agranulocytosis is decided upon one must carefully 
eliminate all these. There remains what for lack of a better term may be 
called agranulocyiosis. Mettier estimated that but 6 per cent of all leuko- 
penias in his clinic could properly be called agranulocytosis. Doan has 
reached similar conclusions. 

The pathological changes in the bone marrow in agranulocytosis have 
been so diversely described that one is left utterly bewildered and this state 
of affairs has served as an opening wedge for those who maintain that 
agranulocytosis is not a true disease, but merely a symptom complex. It 
is fortunate, therefore, that Krumbhaar and Fitz-Hugh and more recently 
Custer of Philadelphia have come forward with a clear cut and masterly 
description of the changes found in the true disease. From an analysis of 
11 cases coming to postmortem Custer concluded that there was a marked 

* Read at the Philadelphia meeting of the American College of Physicians, May 3, 1935. 
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proliferation of the myeloblasts with a failure of these cells to mature, a 
view first suggested by Fitz-Hugh and Krumbhaar. ‘The other elements 
of the bone marrow were undisturbed. More or less hyperplasia of the 
femoral marrow occurred, especially in the more chronic cases. From an 
analysis of 27 cases of my own coming to autopsy I have reached essen- 
tially the same conclusions and I heartily agree with Custer that the bone 
marrow of agranulocytosis secondary to arsenical poisoning is quite dif- 
ferent. Certainly the bone marrow of true agranulocytosis bears no re- 
semblance to that of pernicious anemia, aplastic anemia, or acute leukemia 
—all diseases which may give extreme leukopenia. Yet without examina- 
tion of the bone marrow one may be unable to diagnose which of these 
conditions obtains. 

We have then a characteristic clinical picture with a correspondingly 
characteristic pathological one. Such would appear to justify the catalogu 
ing of agranulocytosis as an entity, at least until we are able to speak in 
terms of physiological pathology. 

What then of the etiology of agranulocytosis? A few years ago there 
was hardly a speculation as to the cause of the disease. Now the pendulum 
has swung the other way and it is the fashion to incriminate amidopyrine 
as the most common, if not the sole, cause. There is unquestionably con- 
siderable evidence that amidopyrine may be, in at least certain cases, of 
etiological importance, but the post hoc ergo propter hoc argument is 
notoriously fallacious and I believe it behooves us to be cautious before 
drawing too broad conclusions. There is no question but that many cases 
of agranulocytosis follow long or massive administration of the drug. I 
have seen many such. But some of these very same cases recover in spite 
of increased administration of the same drug during the height of the 
illness. The drug cannot both cause and cure the disease. Furthermore, 
| have many instances in which there was no evidence whatever that any 
such drug had been taken prior to the attack. Again there are patients 
who have taken amidopyrine and become ill with the disease, stopped the 
drug completely and still had one or more relapses; and finally I have seen 
instances in which the attack has been apparently precipitated by amido- 
pyrine, increased dosage of which after complete recovery has produced not 
the slightest change in the blood picture. It has been suggested that 
agranulocytosis has virtually disappeared and that this disappearance is 
due to the withdrawal of the drug from the market. Yet the evidence is 
that the sales of amidopyrine in this country were greater in the last six 
months of 1934 than ever before. I hold no brief for the harmlessness 
of amidopyrine but I must point out what I believe to be a fact—that 
amidopyrine has not been proved to be the sole or even the major cause 
of the disease. That it is of importance in certain cases I do not for a 
moment deny. 

That an endocrine factor may be at the basis of some cases is suggested 


by those instances in which the onset occurs at the time of menstruation 
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but I know of no work which has disclosed experimentally the nature of 
this endocrine abnormality. 

Personally I am inclined to believe that the disease agranulocytosis is 
of varied etiology, but there would seem to be no good reason for denying 
the existence of the entity on this ground alone. Pernicious anemia may 
be due to lack of an intrinsic factor, to radical surgical interference with 
the gastrointestinal tract or to malignant disease preventing the proper 
functioning of such factors as cause a proper maturation of the red cells. 
In a similar manner a variety of agents, known and unknown, may prevent 
proper maturation of the granular white cells and so produce the disease 
agranulocytosis. 

Now as to the treatment of the disease. I enter this phase of the dis- 
cussion with many misgivings, for it has been my lot to be responsible for 
one form of treatment. Certain forms of therapy, such as sterile milk, 
leukocytic extract and the like can be disposed of as valueless. Roentgen- 
ray is probably useless. When one comes to transfusions, there is less 
unanimity of opinion. Unquestionably cures have followed transfusion, 
as they have occurred spontaneously and following a large variety of reme- 
dies, but there would not seem to be convincing evidence that they are 
actually beneficial, and numerous authors have pointed out that following 
them the white count may fall even to lower levels. Personally I am 
decidedly against transfusions in this disease. 

Pentnucleotide was introduced in 1929 and has been used with varying 
success by a large number of physicians all over the world. Curiously 
enough it would appear that in the hands of some there were rather uni- 
formly good results, while others have had consistently poor results. The 
explanation of this apparent fact is not clear. Granting for the moment 
the premise that pentnucleotide is of value in the treatment of agranulocy- 
tosis, it is well to inquire as to the cause of such failures as have been 
recorded. There would seem to be two important factors. One is dosage. 
Again and again in the literature one finds case reports indicating that 
pentnucleotide was of no avail, yet careful analysis of the cases shows that 
but a half or a quarter or even less than the recommended amount was 
given. Such reports do not militate against the possible usefulness of the 
drug. It is generally agreed that liver extract will cure pernicious anemia, 
but it must be given in sufficient amounts to be effective. We recommend 
now that 40 c.c. pentnucleotide be given each day intramuscularly. One 
cannot judge its effectiveness, or lack of it, from smaller amounts. Un- 
fortunately in certain instances fairly severe systemic reactions occur, so 
it is well to start with smaller amounts before proceeding to the larger, and 
in some instances full amounts cannot be given at all. It is useless, how- 
ever, to give small infrequent amounts. 

Further, it must be recognized that agranulocytosis is often a fulminat- 
ing disease and that complete absence of granulocytes for more than a rela- 
tively short time is probably incompatible with life. In spite of adequate 
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dosage of a theoretically potent drug, therefore, a patient may die before the 
beneficial results accrue. 

The second factor in the apparent failure of pentnucleotide in certain 
cases would appear to be improper diagnosis. As Custer says, the diagnosis 
of agranulocytosis can often be negated by a glance over the clinical records. 
There has never been any claim that pentnucleotide will cure acute leukemia 
—even in the aleukemic stage—yet the clinical differential diagnosis between 
aleukemic leukemia and agranulocytosis may be fraught with the greatest 
difficulty. There has never been any claim that pentnucleotide will cure 
aplastic anemia or pernicious anemia, yet many times, particularly in the 
foreign literature, instances of accompanying leukopenia in these diseases 
have been labelled agranulocytosis and treated as such. Again I would 
emphasize that leukopenia in and by itself is no criterion for the diagnosis 
of agranulocytosis. If we grant the existence of a disease entity we must 
confine our therapeutic aims to this entity before deciding on their merits. 

Liver extract has recently been suggested as a cure for agranulocytosis. 
There is no question that cures have followed its use, but if such se- 
quence of events be regarded as evidence of the effectiveness of the drug in 
this disease, how many more data have we on this score alone? Further- 
more, many of the cases reported as cured by liver extract are obviously 
pernicious anemia with extreme leukopenia. Of this there can be no doubt. 
Bonsdorff treated two cases with liver intravenously with recovery in both 
instances. There seems to be no reason to doubt, however, that the first 
patient was suffering from pernicious anemia. She had a red blood cell 
count of 528,000 per cu. mm., a color index of 1.32 and a white count of 
1,750. His second patient had extreme leukopenia apparently due to 
novarsenobenzol and bismuth. The withdrawal of these drugs may well 
have had as beneficial an effect as the liver extract. Bonsdorff argues that 
because the white count rises in pernicious anemia following liver therapy 
it should also rise in agranulocytosis. Yet the mechanism of the leukopenia 


of pernicious anemia is as yet not clear. It may well be that it is similar to 
that which produces the anemia in leukemia, namely a crowding out of one 
series of cells by the overgrowth of another. If this be so, liver therapy 
would cause a rise of the white blood cell count in pernicious anemia by an 
indirect rather than a direct method. At present the ultimate value of liver 


therapy in agranulocytosis cannot be estimated. It can only be said that a 
few patients have been successfully treated. There would appear to be less 
evidence for the effectiveness of liver extract than there is for pentnucleotide. 
lither the one or the other, or neither, may ultimately prove to be of value. 
\t present a larger number of cures have followed pentnucleotide than any 
other form of therapy, but the drug must be given in the correct dosage to 


the correct disease. 

One author has suggested that the sole hope for the granulopenia patient 
is sepsis. I can only say that that hope is all too often fulfilled. That sep- 
sis raises the white count in the presence of a normal bone marrow is no 
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evidence that it will or can stimulate a paralyzed bone marrow to activity. 
One of my cases developed agranulocytosis in the midst of an attack of boils. 
It would be far better in my opinion to do all we can to avoid infection. 

It appears to me that at present the best method of treating true agranu- 
locytosis is by intelligent nursing care, adequate fluids and food, the careful 
avoidance of sepsis, if possible, and the administration of full doses of pent- 
nucleotide. Such imperative surgical measures as would be instituted in 
patients with a normal blood should be used fearlessly in agranulocytosis. 
Codeine is the best sedative. The future only will tell whether this régime 
is the most effective. It may well be that some other drug will be found far 


more effective. 














CYCLICAL AGRANULOCYTIC ANGINA * 


By D. J. StepHens, M.D., and Joun S. LAwrence, M.D., 
Rochester. New York 


ALTHOUGH Franke’ in 1930 was able to find only three instances of 
the recurrence of attacks of agranulocytic angina, there are at the present 
time numerous reports of this condition in the literature. In a few in- 


stances these episodes of agranulocytosis have been cyclical in charac- 


ter. **%° One of these cyclical cases® has had recurrences simultane 
ously with the menses. During the past two years we have had under 
constant observation a patient who has presented this unusual picture of 
recurrences of granulocytopenia with each menstrual period. A brief re- 
port of the main findings in this patient has been made previously.‘ The 
purpose of this paper is to give the results of our studies of this patient in 
more detail in the hope that the data may be of some use in the further 
study of this disease of obscure etiology. 


Case REPORT 

Mrs. G. K., a 38 year old, white widow was observed in her first attack of 
granulocytopenia in November 1932. She had previously been seen on several occa 
sions in the Out-Patient Department because of symptoms of mild hypertrophic 
In February 1930, she had 
been admitted to the hospital because of an e cially severe attack of urticaria. 
She gave a history of having taken daily doses ispirin or amidopyrine for head 
iche for several weeks. It is of interest that at this time, the total white blood cells 
numbered 7600 per cu. mm., with differential formula as follows: Polymorphonuclear 
neutrophiles 65 per cent, lymphocytes 33 per cent, monocytes 2 per cent. Skin tests 
for a number of foods and other substances, including amidopyrine, acetylsalicylic 
acid and neocinchophen were uniformly negative. In September 1931, cholecyst- 
ectomy was done because of chronic cholecystitis and cholelithiasis. At this time 
the white blood cell count was 8600 per cu. mm., with the following differential 
leukocyte formula: polymorphonuclear neutrophiles 73 per cent, lymphocytes 19 per 
cent, monocytes 7 per cent, eosinophiles 1 per cent. During the following year she 
remained well except for frequent headaches (migraine) and dysmenorrhea, for 
which she took amidopyrine, acetylsalicylic acid and sodium amytal. The exact 

losage and frequency with which these were used is not known. 


? 


On November 3, 1932 the patient was again admitted to the hospital. Six days 
before, during the menstrual period, there had been sudden onset of an acute illness, 
characterized by chills, fever, headache, malaise, anorexia and sore throat. On 
examination she appeared to be acutely ill. The temperature was 37.5° C., pulse 90, 
respirations 20. The pharynx was diffusely reddened and edematous. Cervical 

mph nodes were moderately enlarged. There were no other physical findings of 
gnificance. Throat culture showed a mixed flora with 20 per cent Streptococcus 
hemolyticus. The urine showed no abnormalities. Blood counts on admission were 


* Received for publication February 18, 1935 
From the Department of Medicine, University of Rochester School of Medicine and 
Dentistry and the Medical Clinic of the Strong Memorial and Rochester Municipal Hospitals, 
Rochester, New York. 
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as follows: red blood cells 3,850,000 per cu. mm., hemoglobin 11.0 gm. per 100 c.c. of 
blood, white blood cells 2000 per cu. mm. Of the latter, 14 per cent were polymor 
phonuclear neutrophiles, the remainder non-granular cells. Local treatment of the 
throat was instituted and daily injections of pentnucleotide K-96 were begun. 
During the first three days in the hospital the temperature varied between 37° and 
38.5° C. By November 9 the temperature had returned to normal and the throat 
symptoms had subsided. At this time the leukocytes numbered 6800 per cu. mm 
of which 59.5 per cent were neutrophiles. Leukocyte counts during this attack and 
during the following two years are shown graphically in figure 1. 
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Fic. 1. Solid line: total leukocytes. Broken line: neutrophiles. The areas block: 
in black represent the menstrual periods. A—pentnucleotide K-96, 20 c.c. daily intramus 
cularly. P—amidopyrine, five grains by mouth. OP—bilateral salpingo-odphorectom) 
7—theelin. L—Lederle’s parenteral liver extract, 6 c.c. daily intramuscularly. 


On November 29, two days before the onset of the menstrual period, the patient 
was again admitted to the hospital because of a decreasing leukocyte count. At 
this time the white blood cells numbered 2900, with 19 per cent granular cells 
There were no symptoms with the exception of fatigue which was attributed to 
overwork. Pentnucleotide was again given in doses of 10 c.c. intramuscularly twice 
daily and continued for eight days, at the end of which time the leukocyte count was 
normal. On December 7, a biopsy of sternal bone marrow was obtained. The 
bone marrow appeared to be essentially normal, except for an apparent decrease i! 
the number of megakaryocytes. There was an abundance of myeloid cells in all 
stages of development. 

In the middle of December, the patient developed a turuncle of the left nostril, 
slight swelling of the left side of the face and a tender, enlarged lymph gland in the 
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left anterior cervical region. During this infection, which subsided in a few days. 
the leukocyte count remained normal. During the next two months there were no 
complaints. There were, however, two periods of leukopenia during which the total 
leukocyte count was less than 4000 per cu. mm., the total granulocytes less than 2000 
per cu. mm. Each of these episodes occurred at the time of the menstrual period 

During the last 10 days in February 1933, there was a mild upper respiratory 
infection, with gradual decrease in the leukocyte count. On March 4, the total white 
blood cell count had dropped to 900 per cu. mm., with 1 per cent granulocytes. In 


addition to rhinitis, there was herpes labialis, with swelling, redness and tenderness 


of the upper lip. The menstrual period had begun the day before. Pentnucleotide 
was again given. During the next two weeks there was a gradual increase in the 
number of granulocytes and subsidence of the infection 

At this time the patient had been under observation for five months. With each 
of five menstrual periods, there had been an attack of neutropenia Three of these 
had been of sufficient severity to require admission to the hospital. After much 
discussion it was decided to induce menopause by surgical procedures. Accordingly, 
on March 21, 1933, subtotal hysterectomy) and bilateral salpingo oophorectomy were 
done by Dr. Karl Wilson. On the morning of the operation the white blood cell 
count was 9600 per cu. mm. with 81.5 per cent granulocytes. Six hours after 
operation, the total leukocytes had increased to 30,500 per cu. mm., of which 93.5 per 
cent were granulocytes. During the next few days, however, there was a precipitous 


cytes varied between 800 and 1500 per cu. mm. During this time the patient was 


diminution in the total leukocytes and granulocytes. For several days the granulo 


making an otherwise uneventful recovery from the operation. Microscopic examina 
tion of the ovaries showed a relatively large number of corpora fibrosa and an 
unusual persistence of old corpora lutea. During the period from March 12 to 
April 15, 1933 the urine was examined daily by Dr. A. Elden for the presence of 
estrin by a method previously described.” During the 10 days before operation 
) 


the 24-hour urine specimens contained an average of about 25 rat units of estrin; 


for 25 days after operation the average content was 5 to 10 rat units. During this 
period there were two cycles of neutropenia. There was no apparent relationship 
between the leukocyte count and the amount of estrin excreted in the urine. Ex 
tracts of the patient’s urine showed a positive ovulation test on the twenty-second 
day and on the sixty-second day after operation. 

During the next few months there were recurrent periods of neutropenia of 
varying severity at approximately monthly intervals (figure 1). With the majority 
of these there were no evidences of infection and admission to the hospital was not 
necessary during this period. Many of the attacks of neutropenia were, however, 
accompanied by fatigue, irritability, some general malaise and on a few occasions 
slight soreness of the throat. The moderate degree of anemia that was present 
during the early months of observation had been relieved by large doses of iron by 
mouth. The hemoglobin and red blood cell levels have ince remained within 
normal limits. 

For several months after operation there were menopausal symptoms, chiefly in 
the nature of frequent “hot flashes.” Between July 20 and August 3, theelin was 
administered in daily doses of 3 c.c. intramuscularly. From August 3 to 18 the 
daily dose of theelin was 2 c.c. During the period of theelin administration ther 


vas partial relief of menopausal symptoms but there was no apparent effect on the 


neutropenic cycle. 

On November 13, 1933, it was again necessary to admit her to the hospital 
hecause of fever, prostration, and marked soreness of the throat and gums. The 
hroat was beefy red, there was marked gingivitis, moderate enlargement and tendet 
ness of the cervical lymph nodes and an inflamed, tender, thrombosed hemorrhoid 
he white blood cell count dropped to 600 per cu. mm. and granulocytes disappeared 
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entirely from the peripheral blood. Because of the severe reactions which attended 
the injections of pentnucleotide in three previous attacks in which it had been given, 
and in view of the fact that spontaneous recovery had resulted from other periods of 
severe neutropenia, nucleotide was not given. ‘Treatment was limited to local and 
symptomatic measures. ‘There was gradual increase in the total leukocytes and 
granulocytes and the manifestations of infection subsided. 

In December, there was a period of moderate neutropenia without symptoms. 
Throughout January 1934 the white blood cell count remained at a normal level, 
although there was a moderately severe respiratory infection during the latter part 
of the month. During February, however, sore throat, gingivitis, herpes and fever 
again appeared and were accompanied by a decrease in the total leukocyte count to 
1450 per cu. mm. with 10.5 per cent granulocytes on the seventeenth. During the 
next three days Lederle’s Liver Extract was given intramuscularly in doses of 6 c.c. 
daily. Again the leukocyte count rose and the symptoms disappeared. 

During the first week in March 1934, the patient was requested to omit medicines 
of all kinds with the exception of codeine, which was necessary for the control of 
headache. ‘This restriction has been maintained since that time. During the latter 
part of March there was a decrease in the white blood cells and granulocytes with 
subsequent gradual increase during the early part of April. Since that time the 
leukocyte level and the percentage of granulocytes have been within normal limits 
and the patient has remained well except for occasional headache. 

During the two year period from November 1932 through October 1934, we 
have observed in this patient 11 periods of severe granulocytopenia; five of these 
were accompanied by fever, lymphadenopathy and evidences of infection of the upper 
respiratory tract. Symptoms during the other six periods were limited to malaise, 
fatigue, irritability, and slight sore throat. In addition there were five symptomless 
periods of less severe granulocytopenia, during which the total number of granulo- 
cytes was reduced to a level varying between 1000 and 2000 per cu. mm. Through- 
out the period from January 1930 to March 1934, frequent doses of amidopyrine and 
other analgesics and sedatives were taken. On four occasions, amidopyrine was 
administered to the patient during observation in the hospital (figure 1). No sig 
nificant change occurred in the trend of the leukocyte level at these times. At least 
one neutropenic cycle (in March-April, 1934) occurred without antecedent drug 
ingestion. 

Throughout the two year period of observation, during which approximately 400 
differential leukocyte counts of 200 cells each were made, eosinophiles were observed 
in the differential formula on only two occasions. Basophiles and monocytes were 
present in small numbers during this period; the relative number of lymphocytes 
varied inversely with the number of neutrophiles. 


Discussion 

We felt justified in having a bilateral salpingo-odphorectomy performed 
for the following reasons. First, the patient was a widow with one child 
and had no desire for marriage and other children. Second, her age was 
such that the menopause would occur normally within a few years. Third, 
the exact coincidence of the menstrual cycle and the period of granulocyto- 
penia on repeated occasions was so striking that it seemed reasonable to 
assume that there might be some causal relationship even though similar 
cyclical recurrences had been observed in the male.* Fourth, the patient 
was perfectly willing to have the operation performed as an experiment. 

The effect of the odphorectomy is difficult to evaluate. Cyclical recur- 
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rences were present for one year after operation. However, the general 
shape of the curves representing the total number of white blood cells and 
the absolute number of neutrophiles in the blood stream underwent some 
changes during this period. On the whole, the average total number of 
cells was less and so far as this goes suggested that granulopoiesis was 
inhibited by this operation. Nevertheless, after this postoperation period 
of one year there has been no recurrence for 10 months. The question 
naturally arises as to whether the omission of amidopyrine was responsible 
for the disappearance of the recurrences. We cannot answer this. Cer- 
tain it is that amidopyrine was taken at repeated intervals during the period 
of recurrences without any demonstrable effect on the white blood cell 
picture. It is unfortunate that we have no accurate record of the amount 
of this drug that was taken at various times. In view of the many reports 
in the literature since the original papers by Watkins * and Madison and 
Squier *° suggesting a close relationship between the drug and granulopenia 
we have been unwilling to give amidopyrine to this patient. We do not 
feel, however, that the evidence in this case justifies any statement to the 
effect that this chemical agent was the responsible factor. In this connec- 
tion, Jackson’s ** recent report of the absence of ingestion of pyramidon 
or related drugs in 44 per cent of his series of cases is of interest. 

In connection with the feeling of certain investigators ** that allergy is 
a strong factor in these cases, there is confirmatory evidence to be found 
in the fact that she has suffered from extreme generalized urticaria in the 
past. Against this idea is the almost total absence of eosinophiles from 
the peripheral blood of this patient throughout her entire course of illness. 

In regard to therapy, we find little evidence in this one patient of any 
benefit from either pentnucleotide or liver extract. It is true that the 
periods of granulopenia were of shorter duration and that recovery from 
them was associated with the presence of more myelocytes in the peripheral 
blood when one or both of these substances were administered intramuscu- 
larly. However, these findings represent no greater variations from the 
usual response of such patients than one would expect to find in untreated 
cases. 

Our results with regard to the urinary output of the female sex hormone 
and of an anterior pituitary-like substance are of some interest. In con- 
trast to the findings of Thompson’ we .found absolutely no correlation 
between the level of the white blood cell count and the number of rat units 
of female sex hormone secreted in the urine. Prior to o6phorectomy our 
values were within normal limits (approximately 25 to 26 units daily) at 
a time when there was well marked granulopenia. Following operation 
these values dropped to approximately 5 to 10 units daily and _ re- 
mained there even when neutropenia was present. These findings would 


seem to indicate that the white blood cell picture was independent of the 
ovarian hormone resulting from follicular activity. Further confirmatory 
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evidence of this is found in the failure of theelin to produce any change 
in the white blood cell picture. The results of the repeated determinations 
of the amount of anterior pituitary-like substance in the urine give only 
slight room for speculation. The most that can be said in this connection 
is that a positive test was found at an earlier postoperative date than is 
usual. That these findings point to any positive connection between this 
substance and the white blood cell picture, is open to considerable question. 

The histological changes in the ovaries of this patient were of the same 
character as those seen in the ovaries of monkeys following the adminis- 
tration of large quantities of anterior pituitary-like hormone (prolan). 
In view of this we studied the white blood cell picture of two monkeys for 
two months while they were receiving 1.0 c.c. antuitrin S (Parke, Davis 
and Company) daily subcutaneously. No change in the white blood cell 
formula was demonstrable. 

In order to determine whether menstrual periods in normal young 
women were associated with any comparable changes in the blood picture, 
we have investigated the total and differential white blood cell counts of 
six normal young women over a period of two months including two 
menstrual cycles. No variation greater than normal was present in the 
white blood cell counts of these individuals. These findings are in accord 
with those of Smith and McDowell. 

The bone marrow findings are of interest since they presented a normal 
picture. What they would have been at the time of granulopenia we do 
not know. In this connection, it is of interest that this patient was able 
to respond to operation by the usual postoperative leukocytosis. This abil- 
ity to respond normally to stimuli to white blood cell formation at periods 
after the subsidence of acute granulopenia has been noted previously." ** 


SUMMARY 


The findings in a patient with agranulocytic angina manifested by re- 
currences at the time of the menstrual cycles have been reported. Follow- 
ing bilateral oOphorectomy there was slight change in the picture during a 
period of one year, after which time no further recurrences occurred, 

Amidopyrine was taken at times by this patient but our data do not 
allow any positive statement as to any causal relationship between it and 
the cycles of granulopenia. ; 
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THE ETIOLOGY AND PREVENTION OF ANEMIA IN 
PREGNANCY * 


By Maurice B. Strauss, M.D., Boston, Massachusetts 


PREGNANCY may be a coincidence in the course of any number of con- 
ditions which in themselves cause anemia, such as leukemia, hemolytic 
jaundice, and chronic blood loss. Furthermore the gravid state may in part 
be responsible for hemorrhage, pyelitis and puerperal sepsis, each of which 
may contribute to the development of anemia. Disregarding patients with 
anemia due to such well recognized causes, there remains a large group of 
women who during pregnancy develop moderate to severe anemia which has 
no obvious etiology. Two kinds of such anemia are encountered. One 
type, hypochromic in character, occurs much more frequently than the second 
type which is macrocytic, or “ pernicious ”’ in morphology. 

Hypochromic anemia in non-pregnant individuals is generally believed 
to be due to a nutritional deficiency. This deficiency may result from a 
direct dietary lack, or from faulty absorption due to gastrointestinal ab- 
normalities, or from a loss of blood-building materials, as for example, in 
chronic bleeding. Not infrequently a combination of two or all three of 
these factors is encountered in any given case. 

When women suffering from these defects become pregnant, not only 
may a preéxisting anemia be much enhanced but severe anemia may develop. 
In the hypochromic anemia of pregnancy there is seldom significant altera- 
tion in leukocytes or blood platelets, but stained films show small pale ery- 
The chief presenting clinical symptoms are pallor, lack of a sense 
In the very severe cases edema, 
Rarely is enlargement 


throcytes. 
of well being and excessive fatiguability. 
dyspnea, prostration and syncope may be observed. 
of the spleen detected. 

Thirty patients with this type of anemia in pregnancy were studied,’ 
all of whom had severe anemia, with less than 45 per cent hemoglobin 
(Sahli) (7.02 gm. per 100 c.c.). Rigorous examination failed to reveal 
concomitant disease or loss of blood. Seventeen of the 30 patients had com- 
plete posthistamine gastric anacidity, even when examined after parturition. 
Ten patients had little or no free hydrochloric acid in the gastric secretion 
after the usual alcohol test meal, and diminished amounts after histamine 
stimulation. [wo patients only had normal gastric acidity post partum. 

With but one exception, all the patients who did not have complete gastric 
anacidity had partaken of diets poor in iron, not only throughout pregnancy 
but often over a period of years. Eight of the 17 patients with complete 
absence of gastric free hydrochloric acid had partaken of good, if not op- 


* Read at the Philadelphia meeting of the American College of Physicians, May 2, 1935. 
From the Thorndike Memorial Laboratory, Second and Fourth Medical Services (Har- 
vard), Boston City Hospital, and the Departments of Medicine and Tropical Medicine, Har- 
vard Medical School, Boston, Massachusetts. 
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timal, diets throughout pregnancy, while the remainder had not had an ade- 
quate intake of iron-containing foods. It was thus apparent that either 
gastric secretory defects or diets deficient in iron-containing foods, or both 
these factors, were present in the patients with hypochromic anemia de- 
veloping in pregnancy. Recently Davies and Shelley * have made a simi- 
lar study of hypochromic anemia in pregnancy. ‘Two of their 20 patients 
had normal gastric acidity, the other 18 having hypoacidity or anacidity. 
Deficient diets were encountered in 14 of the 20 women. 

Furthermore it is to be remembered that all of these, women had what to 
them was essentially comparable to chronic blood loss, since the building 
stones for the fetal hemoglobin are of necessity derived from the maternal 
organism.* No matter how anemic the mothers became, in every instance 
their infants were born with a normal red blood cell count and a normal 
amount of hemoglobin.’ The materials entering into the formation of the 
fetal hemoglobin are just as certainly lost to the mother as if there were 
menorrhagia. 

The treatment of hypochromic anemia in pregnancy does not differ from 
the treatment of this condition in non-pregnant patients. Iron in adequate 
dosage (6 gm. of ferric ammonium citrate or 1 gm. of ferrous sul- 
phate daily in our experience) has resulted in prompt recovery from the 
anemia in every instance." Hemoglobin is regenerated in the severe cases 
at a rate of approximately 1 per cent (0.156 gm. per 100 c.c.) per day, 
irrespective of whether treatment is instituted during or after pregnancy. 

The prevention of this type of anemia in pregnancy may probably be 
accomplished, in the absence of gastrointestinal disturbances, by supplying 
the pregnant woman with a diet adequate in blood-building materials. A 
study which is now being carried out * indicates that hypochromic anemia 
may be uniformly prevented by the administration of small doses of ferrous 
sulphate (0.4 to 0.6 gm.) daily, to pregnant women. In a series of 
100 normal pregnant women so treated anemia has not developed, whereas 
a significant degree of hemoglobin reduction has occurred not infrequently 
in a control series of 100 normal pregnant women studied under the same 
conditions as the first group but not given iron. 

The prevention and treatment of this form of anemia in pregnancy is 
important, not only from the viewpoint of the health of the mother, but 
also that of the child. Although the infants born to women suffering 
from hypochromic anemia of pregnancy show no reduction in the number 
of red blood cells or the percentage of hemoglobin at birth, they ordinarily 
develop hypochromic anemia during their first year of life.* This is pre- 
sumably due to a failure on the part of the fetus to store an adequate 
amount of blood-building materials during its intra-uterine existence 
During that period of neonatal life when its diet is usually restricted to 
milk, the normal infant draws upon its large supply of iron stored in the 
liver and other organs, which is probably lacking in infants born of women 


who are themselves deficient in iron. If, however, the anemic mother is 
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given sufficient iron before delivery so that her hemoglobin approaches the 
normal range at or before parturition, hypochromic anemia due to deficient 
iron storage does not develop in her infant.* 

Patients with macrocytic or “ pernicious’’ anemia of pregnancy are 
usually more seriously ill than those with hypochromic anemia. In addi- 
tion to the symptoms referable to anemia per se, nausea, vomiting and 
diarrhea are common. Fever, without demonstrable infection, abating 
when specific anti-anemic therapy is employed, occurs in most cases. Sore- 
ness of the tongue, splenomegaly and neural signs are occasionally encoun- 
tered. Gastric anacidity or hypoacidity occurs in about 50 per cent of cases. 

The examination of the blood shows that the number of erythrocytes 
is more markedly diminished than the amount of hemoglobin so that the 
color index is usually above 1. Moderate variation in size and shape of 
the red blood cells on stained blood films is the rule. Macrocytes, micro- 
cytes and tailed forms are frequent. Megaloblasts are rarely seen except in 
the early stages of remission. 

Mean corpuscular volume determinations show a somewhat increased 
cell size (from 105 to 130 cubic microns), on the average not so marked 
as in Addisonian pernicious anemia. The concentration of hemoglobin 
in the red blood cells is frequently slightly reduced. The leukocytes and 
blood platelets are either normal or slightly decreased. A relative increase 
of lymphocytes accompanies the leukopenia in most cases. The serum 
color is either normal or slightly more yellow than normal. 

There is evidence which suggests that this anemia is a manifestation 
of the same kind of nutritional deficiency state as exists generally in 
anemias of the pernicious type. Studies of these patients have shown that 
the same etiologic mechanisms produce this type of anemia in pregnancy 
as are active in non-pregnant patients. Certain of the women apparently 
develop the deficiency state as a result of inadequate diet alone °; in others 
a virtual deficiency develops because of a lack of Castle’s “ intrinsic factor ” 
of the gastric juice’; and in many there is reason to believe that a com- 
bination of both these causes is responsible. Clear-cut evidence pointing 
to defective absorption as an etiologic factor in this type of anemia in 
pregnancy is lacking, but it seems probable that this is involved in certain 
cases. 

Macrocytic (pernicious) anemia of pregnancy may be relieved by the 
administration of materials potent in Addisonian pernicious anemia. When 
treatment is instituted during pregnancy much larger doses of potent 
material than are usual in the average case of Addisonian pernicious anemia 
may be required. For patients who do not respond readily to potent 
material administered orally, liver extract should be injected. Daily in- 
jections of as much as 5 to 10 cc. of Solution Liver Extract Lilly 
(N.N.R.) have been required in certain cases in order to produce remission. 
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SUMMARY 


1. The hypochromic anemia of pregnancy is due either to a direct 
dietary deficiency or to a deficiency conditioned by gastric anacidity, hypo 
acidity or associated gastrointestinal defects in the presence of the fetal 
demand for blood-building materials. It may be completely relieved, either 


during or after pregnancy, by the administration of iron in suitable (usually 


large) doses. 
) 


The macrocytic anemia of pregnancy may be due to a temporary 
lack in the gastric juice of a specific intrinsic factor, to direct dietary 
deficiency, or to a combination of these factors. It may possibly result 
at times from disturbances of intestinal absorption. It can be relieved 
either during or after pregnancy by the administration in adequate dosage 
of materials potent in Addisonian pernicious anemia 

3. The development of anemia in pregnancy may best be prevented by 
supplying the pregnant woman with an adequate intake of blood-building 
materials. 
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A STUDY OF NINE CASES OF BRONCHOMONILIASIS * 





By Joun W. Finn, M.D., F.A.C.P., Ropert S. Fiinn, M.D., F.A.C.P., 
and ZeBup M. Fuinn, M.D., Prescott, Arizona 








MonitiaA may be regarded physiologically as true yeasts since they too 
ferment sugars with the production of gas. Morphologically, however, 
they differ from true yeasts (Saccharomyces) in that they have a vegeta- 
tive body (mycelium), consisting of a collection of fine filaments or threads 
(hyphae) and reproduce by free-born spores (conidia). True yeasts have 
no definite mycelium and they reproduce by ascospores. Consequently the 
genus, Monilia Persoon is very generally placed in the class, Fungi imper- 
fecti (Hyphomycetes). It is further classified in the family Oosporaceae 
Saccardo, as its spores are arranged in chain-like formation. Further mor- 
phological differentiation has not been made and classification into genus 
and species is based on biochemical reactions in fermenting sugars. 

Bronchomoniliasis is a disease of the respiratory tract caused by any 
species of the genus Monilia. The first reported case was by Castellani 
from Ceylon in 1905. Boggs and Pincoffs of Baltimore reported the first 
case in the United States in 1915. <A review of medical literature in 1931 
showed only 11 additional reports in the United States up to that time. 
None of our cases are included in these figures. 

The first case we recognized was referred to us in January 1924, from 
Wheeling, West Virginia, with a diagnosis of advanced pulmonary tuber- 
culosis. Repeated examinations of the sputum were negative for tubercle 
bacilli and we made a tentative diagnosis of unresolved pneumonia. Sev 
eral months later while culturing the sputum for an autogenous vaccine 
we, quite by accident, stumbled on some yeast cells on a neglected plate of 
culture medium. These yeast cells were subcultured and later classified 
by their morphology, their cultural characteristics and biochemical reac 




















tions in the genus Monilia. 

In the meantime these microorganisms were injected into the lungs of 
rabbits and produced typical lesions, which will be referred to later. Cul 
tures from these lesions showed an organism with the same characteristics 
and chemical reactions as those isolated from the patient’s sputum. We 
therefore felt justified in making a definite diagnosis of bronchomoniliasis 

We then issued strict orders in our laboratory that a thorough search 
for fungi, including cultural study, be made on any sputum in which re- 
peated examinations failed to show tubercle bacilli. In this way we have 
since picked up eight other cases of uncomplicated bronchomoniliasis, which 
otherwise would probably have been overlooked. The same diagnostic 










methods were followed as in case 1. 






* Read at the Chicago meeting of the American College of Physicians, April 20, 1934 
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It was not until 1933 that we began to determine with what species of 
Monilia we were dealing. Further study of their biochemical reactions in 
fermenting sugars enabled us to classify the microorganisms in our last 
two cases in the species Monilia Pinoyi. One of these cases came to 
autopsy and the same species of monilia was recovered from the pleural 
fluid, lungs and brain. Autopsy findings are reported later. 


(CLASSIFICATION 


Table 1 shows the classification of microorganisms that we have tenta- 
tively adopted. It follows somewhat closely that suggested by Castellani, 
and seems to us the most practical classification obtainable at present. Its 
general principles were indicated in our opening paragraph 

rABLE I 
Classification of Microérganisms 
Thallophyta Spermatophyt Ptendophyta Byrophyta 


(thallus) seed ) fern) moss) 


Subdivisions. Fungacae Algae 
(saprophytic and parasiti chloroy 


Divisions Fungi (higher) 3acteria (lower fung Vegetative bodies 
! 


| 
} 
Eumycetes (fungi found in man; filamentous forms; single nuclei 
Class Fungi imperfecti (Hyphomycetes) yeast-like fungi; free-born spores 
Order Challosporales (thallus reproduction; mycelial hyphae 
Suborder Blastosporinae (asexual, oval budding forms 
Family Qosporaceae Saccardo (formation of chain-like spores 
(senus Monilia Persoon (sugar fermentations; gas formation; budding forms in 
‘ culture) 

Species | Monilia Pinoyi (sugar reactions; p 


My OLOGY 


Figure 1, a, b, c, d, shows photomicrographs of cultures of Monilia 
Pinoyi at different periods of growth. Figure la (48 hours) shows yeast- 
like fungi with budding forms (class, Fungi imperfecti). In figure 1b (3 
days) we see beginning division of the free-born spores. Figure le (5 
days) shows the formation of mycelial hyphae (order Thallosporales ). 
Figure ld (15 days) shows the formation of chain-like spores (family 
Oosporaceae Saccardo) and mycelial hyphae. 

Table 2 shows the further classification of these organisms into the 
gas and 


genus Monilia Persoon by their ability to ferment glucose and form g 
finally into the species Monilia Pinoyi by their sugar reactions and patho- 


venicity to laboratory animals. 
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Fic. 1. Cultures of Monilia Pinoyi. (a) Forty-eight hours’ growth showing yeast-like 
fungi with budding forms. (0) Three-day growth showing beginning division of the free 
born spores. (c) Five-day growth showing the formation of mycelial hyphae (order 
Thallosporales). (d) Fifteen-day growth showing the formation of chain-like growéhs 
(family Oosporaceae Saccardo). 


LABORATORY DIAGNOSIS 


Monilia may be found very frequently in the normal mouth and throat 
so that the mere presence of monilia in sputum is not sufficient evidence to 
establish a diagnosis of bronchomoniliasis. Precautions should be taken 
to prevent contamination of the sputum from an outside source and the 
mouth and throat should be cleansed by gargling before collection of 
sputum. 

A positive diagnosis of bronchomoniliasis is justified only by the con- 
stant finding of a pathogenic monilia species in the expectorated sputum. 
The pathogenicity of the organisms and their causative relationship to the 
disease in question can be proved only when their intra-pulmonary inocula- 
tion in rabbits results in the production of small pulmonary nodules. Mi- 
croscopically, these nodules show a picture seen in other species of granu- 


latomatous processes and consist of leukocytes, epithelioid and giant cells 
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with or without a central area of necrosis. The periphery is usually com- 
posed of fibroblastic elements. In addition to these tubercles there may 
be present a generalized hyperemia throughout the affected pulmonary 
tissues, associated with a parenchymatous and interstitial edema of the 
alveolar epithelium and a narrowing of the alveolar tubules. Monilia must 
be recovered from these lesions. 


CLINICAL DIAGNOSIS 


Symptomatology. Table 3 summarizes the outstanding symptoms in 


i 


a 


our nine cases. The age varied from 21 to 58 with an average of . 
years, confirming the observations of others that most cases occur in adults. 
The cases were almost equally divided between males and females. The 
duration of the disease had been from four to seven years in four cases and 
from four months to two years in five cases. The onset was influenzal-like 
in five cases. Pleurisy was the initial symptom in three cases. In the 
one remaining case the attack began with an hemoptysis. Severe cough 
was a prominent symptom in the majority of cases, being paroxysmal in 
character and especially troublesome at night. 

In general there was nothing characteristic about the expectoration. In 
one case there were large amounts of bloody frothy sputum for many 
months, in another the patient noted a sweetish taste to the sputum, while 
in another case the sputum had a distinct yeast-like odor. In only two 
cases was there frank hemoptysis. In four cases there was no loss of 
weight; in three the loss of weight was moderate and in only two cases 
was it marked. Fatiguability was not an outstanding symptom. In gen- 
eral, pain was a rather prominent symptom. Shortness of breath was 
present in all cases except two. In the others it was a prominent symptom. 
Night sweats were present in about half of the cases. Weakness was 
rather an outstanding symptom, being prominent in seven cases. 

The lesion was confined to the lower lobes in seven cases; in one of 
these the lesion was in the left lower lobe. In the remaining six it was 
located in the right lower lobes. In only one case was the lesion confined 
to the apices. In two cases the entire lung was affected; in one of these 
the process was bilateral. 

Geographically the patients came from all sections of the United States. 
In general, the symptomatology is that of any chronic pulmonary infection. 
Although certain symptoms such as paroxysmal cough, chest pain and 
shortness of breath are prominent they are not sufficiently characteristic 
to be of much value in establishing a diagnosis. The fact that these are 
predominatingly basal lesions would in itself suggest that they are non- 
tuberculous. 

Blood Picture. Contrary to some reports, marked changes in the blood 
picture were not present, there being eosinophilia in only one case and 
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moderate secondary anemia in two cases. Definite leukocytosis was present 
in two cases. The Wassermann reaction was negative in all nine cases. 

Physical Signs. The physical signs were rather indefinite. In the 
seven basal lesions the percussion note was dull with diminished breath 
sounds and an absence of definite rales in many cases. The apical lesions 
showed a greater tendency toward bronchial breathing and increased breath 
sounds; and definite fine crepitations were a more constant finding than 
at the base. 

Roentgen-Ray Findings. We found no characteristic roentgenological 
picture. Suggestive findings were that the lesions were confined largely 
to the base, that the right lung was more affected than the left and that in 
all but two cases the apices remained clear. The shadows varied from a 
few rather dense infiltrative strands extending into the periphery of the 
lung, to homogenous densities occupying the greater part of the lung field. 
In some cases there were diffuse strands of stringy woolly density which 
were unlike any other basal lesion which we have seen and may prove to 
be of value in differentiating this from other basal lesions. 


PROGNOSIS 


Of the cases which responded promptly to treatment four may be 
classified as mild, one as intermediate and one as advanced. Of the two 
cases which showed no improvement whatever under treatment both were 
far advanced. The remaining case was lost sight of immediately after 
the examination was completed and before treatment was instituted. 


TREATMENT 


All the patients were put on quite intensive bed rest. All were given 
potassium iodide in increasing doses. Most of these patients could tol- 
erate as much as 75 grains daily but beyond this point gastrointestinal 
symptoms usually developed. We did not find it necessary to resort to 
the intravenous or intramuscular use of iodine preparations. 

Following the practice of Ashford in the treatment of intestinal monili- 
asis (sprue) and based on our observation that Monilia Pinoyi does not 
ferment lactose, all commercial sugars were eliminated from the diet in 
case 9 and milk sugar was substituted. This patient made a spectacular 
recovery, but since potassium iodide was also given it is difficult to deter- 
mine what, if any, effect was exerted by the lactose. 


CaseE VIII 


Dr. G. W., aged 47, was referred to us in June 1933 with a diagnosis of pul- 
monary tuberculosis. Both the past history and the family history were essentially 
negative. In August 1931 he developed a pain over the anterior left chest while 
playing golf. At one of the larger clinics in this country a diagnosis was made of 
probable malignant growth in the right lower lobe. He continued to work until 
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the spring of 1932 when he visited a number of the larger clinics of Europe. There 
the consensus seemed to favor a diagnosis of malignancy. 

He returned to work in the fall of 1932 at which time he began to run a fever 
and to feel badly for the first time. In November he became very ill and entered a 
Chicago hospital where fluid was twice removed from the right pleural space. For 
the first time a definite diagnosis of malignancy of the right lung was made and a 
hopeless prognosis given. Following the removal of fluid the patient improved 
rapidly and gained 20 pounds in weight. In March 1933 he came to Arizona. 
Shortly after his arrival he again became acutely ill and it was discovered that he 
had an effusion in the left pleural space. The fluid was removed on two occasions 
and air substituted. During this time there was no cough or expectoration although 
f the patient complained of chest pain and was intensely dyspneic. On one occasion 
the patient raised a small amount of sputum which was reported to have contained 
tubercle bacilli. (In view of the subsequent developments this was probably a 














technical error.) 

When he first came under our observation he was weak and emaciated. The 
most outstanding symptom was intense dyspnea. He had little cough, occasionally 
raised sputum, but complained of no chest pain. Perhaps the most striking feature 
of the case was that during the time he was under our observation the temperature 
was never above normal. There were many coarse rales over the right lower lobe 
with marked dullness over the left lower lobe. A few days later the patient expec- 
torated a small amount of sputum which was negative for tubercle bacilli but con 
tained a number of monilia which subsequently proved pathogenic for laboratory ani- 
mals. Examination of fluid removed from the left pleural space showed monilia 
which also proved pathogenic on animal injection. Potassium iodide was given in 
large doses with no favorable effect. The patient grew steadily worse and died on 
August 24, 1933. A few days before death he developed violent noisy delirium which 
could be controlled only by large doses of narcotics. 














AUTOPSY 









Autopsy findings, two hours after death. The body was that of a moderately 
emaciated white male. External examination of body showed no marks except an 
old healed scar in the right lower quadrant. The muscles were small and atrophic. 

The scalp, periosteum and skull cap were negative. On removing the skull cap 
there was apparently an increase in the cerebrospinal fluid. The longitudinal sinus 
and the meningeal vessels appeared engorged with blood. The surface of the brain 
appeared markedly congested, all fissures between the convolutions and the sub-pial 
space being filled with a bloody exudate. In the most marked areas there appeared 
many small white masses. On section of the brain all vessels appeared congested 
and there was an increase of fluid in the lateral sinuses. The choroid plexus ap- 
peared matted together. 

Heart. The pericardium was negative except for adhesions to both lungs. 
There was a moderate amount of fat over the surface of the heart. The muscles were 
relatively firm. On section there was no gross change. The middle cusp of the 
{ mitral valve was thickened. The coronary vessels were negative. 
| Right Lung. The pleura was markedly thickened and was adherent at intervals 
j 

















over the entire lung surface producing a series of pockets which, however, contained 
no fluid. The upper half of the upper lobe showed an area suggesting beginning con 
solidation but soft in consistency and hyperemic. 

Left Lung. The pleura was thickened to the same extent as on the right. The 
lung was about one-half collapsed and the pleural cavity contained 1000 c.c. of fluid 
A wide band of adhesions extended along the third rib from the sternum to the axilla 
The upper part of the left upper lobe presented the same appearance as that of the 















A STUDY OF NINE CASES OF BRONCHOMONILIASIS 


Case 9 (April 7, 1933). Suggestive 
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Fic. 4. Case 9 (August 31, 1933). Following the use of potassium iodide. Clearing of the 
right lung with persistence of the “ stringy woolly ” shadows especially at the right base. 


right. The lower lobe presented no gross changes. The bronchi were dilated to a 
slight extent and presented the appearance of mild bronchiectasis. The bronchial 
glands were not enlarged and showed no pathologic change. The pulmonary vessels 
of the upper lobes were congested. Liver and spleen showed passive hyperemia. The 
other organs were essentially normal. 

Postmortem Bacteriological Report. Cultures were made at autopsy from the 
small white areas on the brain surface, from the choroid plexus, from the left pleural 
space and from the pneumonic areas in both upper lobes. Without exception all 
cultures yielded a growth of Monilia Pinoyi which upon injection into the pulmonary 
tissue of rabbits produced characteristic granulomatous nodules. Cultures from 
these nodules yielded Monilia Pinoyt. 


CONCLUSIONS 


Bronchomoniliasis is probably a widespread disease and occurs in all 
sections of this country as well as in the tropics. 

Many cases go unrecognized, simulating as they do pulmonary tubercu- 
losis in its various clinical forms. Early diagnosis is exceedingly important. 
In its early stages the disease responds beautifully to treatment, but in its 
advanced stages the prognosis is usually hopeless. 

The final diagnosis is entirely dependent on laboratory findings including 
animal inoculation. If this disease is to be generally recognized it is quite 
necessary that repeated examinations including cultural studies be made on 
all questionable sputum. 
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THE TREATMENT OF ACUTE MERCURIC CHLORIDE 
POISONING * 


sy EpGar Hur, M.D., and Louis A. Monte, M.D., 
New Orleans, Louisiana 

In 1915 Lambert and Patterson ' 
bichloride poisoning, designed primarily to accelerate the excretion of mer- 
cury from the body. Since that time the gradual acquisition of knowledge 
concerning this intoxication has led to innovations in its therapy. Various 
workers have from time to time advocated procedures designed to prevent 
certain of the toxic effects of mercury, and to combat certain of the physio- 


proposed a method of treatment for 


logic disturbances occasioned by its presence in the body. 

Naturally, a large part of the investigations in the therapy of mercury 
poisoning has centered about the search for chemical antidotes, which would 
prevent the absorption of mercury or render innocuous that which has been 
absorbed. Among the substances recommended have been calcium sul- 
phide,’ sodium phosphite,* sodium hypophosphite and hydrogen peroxide,’ 
acacia,” hydrogen sulphide ° and sodium thiosulphate.* While it is likely 
that some of these substances prevent the absorption of mercury to a certain 
extent, it is decidedly improbable that any of them mitigates the toxic effect 
of absorbed mercury. 

The method of treatment proposed by Lambert and Patterson * was 
based on the premise that the chances of recovery might be enhanced by the 
rapid elimination of mercury from the body. Large volumes of fluid were 
given by mouth and by rectum in order to sweep mercury out through the 
kidneys; the stomach and colon were washed out frequently to remove mer- 
cury excreted into them. Alkaline salts were given by mouth and by procto 
clysis, possibly to combat the acidosis of mercury poisoning, but more likely 
because of their diuretic effect. 

The first treatment frankly aimed at rectification of disturbed physiology 
was introduced by Weiss,° who administered alkali by mouth and by vein to 
combat the acid intoxication [described by MacNider °] and who advocated 
colloidal swelling of the tissues.”’ '° 


ae 


the use of hypertonic salts to reduce 

In 1916 Lewis and Rivers * and in 1917 Campbell ** reported marked 
reduction of plasma chloride in severe mercurial intoxication. Hayman and 
Priestley,’* Peters and Van Slyke * and Lemierre, Laudat and Laporte ' 
advocated parenteral administration of saline to compensate for the chloride 
deficit. 

Haskell, Carder, and Coffindaffer '® in 1923 demonstrated the value of 
forcing fluid parenterally in experimental mercury poisoning. In several 


* Received for publication April 17, 1935. _ es - 
From the Departments of Medicine, Louisiana State University School of Medicine and 
the State Charity Hospital, New Orleans, La. 
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methods of treatment, fluid was forced,’ * '* but little stress was laid on the 
employment of parenteral routes of administration 

Shock, the cause of death in almost a fourth of the patients who die from 
the ingestion of mercuric chloride,’ was apparently ignored in the older 
methods of therapy. The first mention, so far as we know, of measures 
to combat shock in mercury poisoning, was made very recently by Peters, 
Kisenman and Kydd,’* who propose a method of treatment, the aim of 
which is the “ prevention or rectification of the functional disturbances 
caused by mercury.” 

An analysis of the case records of all patients treated for acute mercury 
poisoning at Charity Hospital during the last 16 years [302 cases in all **| 
showed that no progress in therapy had been made during this period 
Throughout these years, with varying methods of treatment, the mortality 
remained about 25 per cent. About half of the patients reputed to have 
taken mercuric chloride developed signs of mercury poisoning, and about 
half of these died. During the early part of this period, 1917 to 1924, 
either the Lambert and Patterson method or the Weiss treatment or a com 
bination of the two was used. From 1924 to 1930, the treatment remained 
unchanged, except that sodium thiosulphate was given to nearly 


After 1930, most of the patients were given infusions of 10 per cent glucos« 
in addition to the 


all patie nts 


daily, and occasionally infusions of normal salt solution, 


other treatment. The mortality was almost exactly the same in cases which 


were given sodium thiosulphate as in those which did not receive it. 
anges in therapy, which seemed 


~ 


In July 1932, we instituted certain chi 
logical to us, considering the anatomic lesions and the disturbed physiology 
of mercury intoxication. The modified form of therapy employs chiefly 
certain principles of other methods and cannot, therefore, be considered a 


new treatment. It is, in fact, identical in most details with the form of 
1.’’ whose work antedates 


therapy proposed by Peters, Kisenman, and Kydd 
ours. ‘This paper is concerned with the results obtained by this method of 


treatment in 34 patients who had ingested bichloride of mercury. 


METHOD OF TREATME? 


l. The Usual Emergency Measures. Milk is administered, followed by 
gastric lavage.* <A saline cathartic is introduced into the stomach befor 
the tube is withdrawn provided no shock is evident 
2. Introduction into the Body of an Adequate Amount of Fluid. For 
the first 48 hours the amount given is arbitrarily set at 4000 to 6000 c.c. 
daily. This is thought to be sufficient to prevent dehydration which might 
otherwise result from vomiting and diarrhea. Later the fluid intake is 
gauged by the approximate amount of water lost in vomiting and diarrhea, 
and by the output of urine. Most of the fluid is given intravenously o1 

* No antidote was given to the 34 patient if 

ition of Rosenthal’s 2° work on the use of 
periences with this antidote have been reported 


all of whom were t1 tee rior to the | 
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subcutaneously early in the intoxication, even though there is little or no 
vomiting, because of the frequent occurrence of gangrenous lesions of the 
stomach and upper bowel in these patients.’"* The most convenient method 
of supplying fluid is the employment of a slow intravenous drip. 

3. The Use of Salt and Glucose. These are given to prevent hypo 
chloremia and acidosis, and to mitigate protein destruction. They ar 
usually employed together, equal parts of 10 per cent glucose and normal 
saline being used in the intravenous drip. 

4. The Administration of Alkalis. lf the patient is not vomiting, he 
is given four grams of sodium citrate every three or four hours. If he 
desires fluid, he may take small amounts of imperial drink, well-sweetened 
fruit drinks, or water. 

This régime is varied according to the exigencies of each case. If 
toxic manifestations appear, therapy is regulated according to the symptoms 
and their severity. The important symptoms in severe intoxications ar¢ 
shock, vomiting, abdominal distention, diarrhea, oliguria and anuria, and 
stomatitis. Vitiated physiologic processes are indicated by elevation of the 
non-protein nitrogen of the blood, by decrease of blood chloride, and diminu 
tion of plasma bicarbonate. 

Shock. An initial hypodermic dose of morphine is given to allay pain, 
which is probably partly responsible for shock. An infusion of glucose in 
salt solution is begun, caffeine sodium benzoate is given intravenously and 
After the institution of these measures, thi 
stomach is washed out. We consider it important that lavage be delayed 
until measures have been taken to combat shock, since attempts at immediate 


adrenalin intramuscularly. 


lavage may aggravate the collapse already present; the patient may even die 
during the attempted lavage procedure. 

If shock is not relieved by these measures, a transfusion (500 c.c. of 
citrated blood) is given as soon as possible, 0.3 ¢c.c. of adrenalin is injected 
intramuscularly every 20 to 30 minutes, and 0.5 
benzoate is given intravenously every three hours. 

Vomiting, Distention, Diarrhea. Continued vomiting usually co-exists 
Nothing at all is given by mouth; the stomach is washed 


gram of caffeine sodium 


with tympanites. 
out gently with normal saline, the tube left in and aspirated at intervals 
extra fluid and salt are supplied intravenously to replace that removed by 
aspiration. A rectal tube is inserted and a heat tent placed over the ab 
domen. For protracted distention hypertonic salt solution is given intra 
venously, as recommended by Ochsner and Gage in the therapy of 
adynamic ileus (5 ¢.c. of distilled water and 20 c.c. of concentrated Hart 
mann’s solution ). 

Diarrhea is seldom as troublesome as vomiting, usually subsiding spon 


taneously after a few days. We use colonic irrigations of warm normal 


saline and give opium and bismuth subnitrate by mouth if diarrhea persists 
Oliguria and Anuria. It is difficult to state how much water and salt it 
is advisable to give a patient who is secreting no urine or very small amounts 
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It is possible that mechanical blockage of the renal tubules by necrotic, 
swollen epithelium may be concerned in the mechanism of anuria in mercury 
poisoning **; a large intake of fluid, which favors increased glomerular fil 
tration, might tend to ‘ force the renal block.” “* The work of Barry, 
Shafton and Ivy * on nephrectomized dogs also indicates that the parenteral 
administration of fluid and salt might prolong the lives of anuric patients 
until such a time as secretion of urine will be reéstablished. It is, however, 
dangerous to give large amounts of water and salt to patients with anuria 
\lthough edema is not usually a part of the clinical picture of bichloride 
poisoning,” it can be constantly produced if large amounts of water, together 
with salt, are given to these patients While moderate subcutaneous edema 
may not be harmful, the continued forcing of fluid and salt may result in 
rapidly developing massive pleural, pericardial and peritoneal effusions, and 
the patient may die suddenly of acute heart failure We have seen this hap 
pen to two patients, one of whom was under the care of one of us (It. H.) 
\t present we feel that in the absence of edema, it is safe to give 3000 c.« 
of water daily, above the amount lost via the gastrointestinal tract, approx1 
mately the amount required by a normal individual (including the water 
derived from food),** and to push the administration of salt as long as the 
blood chloride is below normal. When any edema at all appears, it seems 
| to give very little saline, if any at 


~ 


advisable to reduce the fluid intake, an 
all; it is probably unsafe to give more than 1500 to 2000 c.c. of fluid in 
excess of that lost in stools and vomitus. [Approximately 1800 c.c. of 
water are lost each day via the skin and lungs in a normal person.** | 

Diuretics have been used in all patients with anuria or severe oliguria 
lifty cc. of 50 per cent glucose are given intravenously twice a day, and 
0.5 gram of theophylline ethylene diamine * intravenously daily for three 
or four days. On occasion, we have tried potassium chloride by mouth 
(6 to 8 grams daily) and intravenously (300 ¢.c. of 1 per cent solution ) 
While no apparent deleterious effects have followed the use of any of these 
substances, we have not observed striking diuresis following the adminis 
tration of any of them. 

Hypochloremia. If the blood chloride remains below normal, in spite 
‘f the administration of normal saline, 2 per cent sodium chloride solution is 
ubstituted. Marked reduction of blood chloride was not encountered in any 


sf 


patients reported in this series. 
Acidosis. The carbon dioxide combining power of the blood plasma is 
letermined daily on all severely toxic patients. When, on the usual thera 


peutic régime, this falls below 40 volumes per cent, alkalis or buffer salts ar 
given intravenously. We have used Hartmann’s solution, molar sodium lac 


tate (Hartmann), Fischer’s solution, and sodium bicarbonate (2.5 to 5 per 


cent solution). At present we are using sodium bicarbonate in 5 per cent 
solution, when the indication for intravenous alkali therapy is present. All 
* There is evidence that this drug produces diuresis by increasing glomerular filtratior 
7 Experience with the intravenous use of sodium bicarbonate in acidosis indicates that 


)e.c. of 5 per cent solution usually increase the CO, combining power about eight volume 
cent. 
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of these preparations, because of their sodium content, may aggravate pre 
existing edema, and should be used very cautiously in its presence. We be 
lieve that the presence of edema contraindicates the use of Fischer’s solution ; 
in one patient, a marked increase of edema, with hydrothorax and ascites 







followed its use. 
Other Symptoms. 
tassium permanganate are used for stomatitis. 
sodium are given freely when sedation is required. 
(1 gram) is given intravenously for muscular twitchings in patients with 
‘Transfusions 


Mouth washes containing sodium perborate or po 
Morphine and phenobarbital 







Calcium gluconat« 







uremia; the twitchings are probably due to hypocalcemia. 





are given if much bleeding from stomach or bowel occurs. 








RESULTS OF THERAPY 





Thirty-four patients reputedly poisoned with mercuric chloride wer 
treated according to this method; there were three deaths, a mortality of 
Since in the past, the mortality following 


5 






approximately 9 per cent. 
bichloride ingestion has been about 
might appear at first glance that the newer therapy is strikingly superior to 
A close analysis of the cases, however, shows 





per cent in Charity Hospital,’® it 






the methods formerly in use. 
that there is no occasion for enthusiasm. 

Of the 34 patients, only 10, less than a third, developed any signs at all of 
mercury poisoning, whereas, in the past, about half of the patients had man 
ifested definite signs attributable to the toxic effects of mercury.'* Since so 
many variable factors, difficult to ascertain reliably, determine whether toxic 









symptoms appear at all, and since we see no reason why this method of ther- 
apy should prevent the appearance of all the manifestations of mercury 
poisoning, we must attribute the lower incidence of “ toxic” cases in this 
series, not to any effect of treatment, but to the fact that in a larger propor 
tion of these patients, the amount of mercury absorbed was not sufficient 
The lower mortality, therefore, does not necessarily 







to be poisonous. 






signify improved therapeutic results. 
The mortality in the 10 “ toxic” 
than that in “ toxic ’”’ cases treated in the past by other methods (50 pet 
cent ),’* but not significantly so, in view of the small number of cases in th 
In five of the 10 cases, the intoxication was mild or only 
it seems likely that these patients would have rc 





cases is 30 per cent, which is lower 






present series. 
moderately severe, and 
covered without any special therapy, although it is of course possible that th 
therapy employed mitigated the severity of the intoxication. Any claim for 
merit of the therapy employed must be based upon results in the 
which the intoxication was markedly severe. Had all of these patients, or 
four of the five, recovered, this would have constituted strong evidence of 
merit of the treatment,* but three of the patients died, one early in shock, 
It is thus clear that this series offers no statistical evidence 








five cases i 








two of uremia. 





Hospital has been almost 90 





* The mortality of severe mercury poisoning in Charity 
per cent.'> 
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to prove the superiority of this method of the rapy Phe recovery of one 


1 
} 
| 


patient in whom the prognosis, from an appraisal ot tl 
very unfavorable, is the only indication that therapy directed towards the 


, P 
1@ early SIGNS, seemed 


combatting disturbed physiologic processes May asiol ally be lite saving 
in severe mercury poisoning. 


Day of 


Intoxication : 89 w i 





Chloride 599 |" 





Creatinine 


>] 
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Ke ey 


Urea | clearar 
Uped clearmnre |55% 





Intake — 
Output _.- 6000 fc 


(Urine) 
50001. 





\ white female, aged 23, took 10 bich! 
ss of water; she had eaten a sandwich 

ingestion of the poison. Vomiting occurred 
was done a half hour later. Vomiting continu 
ibout two hours. 

After the usual emergency measures, glucose and saline were giv continuou 
by intravenous drip. During the first 24 hours, she 1 ved a total ot 6800 c.c 
fluid, of which only 1800 c.c. were given by 
ot urine was 2800 c.c. 

Diarrhea lasted only two days; vomiting 
tention was marked. Stomatitis appeared on 

otizing lesion of the vagina was observed 

| day and persisted for eight days, the daily output 
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The urine passed during this period was of very low specific gravity (1.000 to 1.004 
and contained only small amounts of albumin and a few casts. (Chart 1.) 

The non-protein nitrogen of the blood rose gradually; on the tenth day of t 
No significant diminution of bloc 





] 


I 






intoxication, it had reached 133 mg. per cent. 
Edema of the face and legs appeared on the fourth day; at th 
What was cor 
supplic 





chloride occurred. 
point, part of the chloride intake was given as potassium chloride. 
sidered to be adequate amounts of fluid (in reality, perhaps too much) was 
by vein and hypodermoclysis, and by mouth after vomiting and tympanites had 







subsided. 
Fifty c.c. of 50 per cent glucose were given intravenously every day during the 
period of oliguria; twice she received 0.5 gram of metaphyllin intravenously. Eden 
On the elevent! 
attack of 






of the face and extremities increased, and signs of ascites appeared. 
day, while an intravenous drip was running, she experienced a sudden 
dyspnea; after an injection of morphine and discontinuance of the drip, the attack 







subsided promptly. 

On the twelfth day, there was a sharp rise in the output of urine; from this da 
diuresis was maintained, edema diminished, and recovery was rapid. Clinical in 
provement as evidenced by copious diuresis preceded the fall of the N.P.N. level; o1 
































the thirteenth day, when 3200 c.c. of urine were voided, the N.P.N. reached its highe 
level, 190 mg. per cent. On the fifteenth day, when 5000 cc. of urine were passed 10 
there was no phthalein excretion after two hours, and the N.P.N. was 150 mg. per , 
cent. I 
The patient was discharged 34 days after ingestion of the poison, apparently 
good health. > 
Most of the factors that determine the prognosis in mercury poisoning 
indicated an unfavorable outlook for this patient, in spite of the early vom u 
iting and the fact that her stomach was not empty. The dose was mor ‘i 
than sufficient to kill, the drug was taken in solution, and severe toxic mani 
festations appeared early.** The long duration of oliguria and the high 
levels that the non-protein nitrogen and creatinine reached also bespoke a 
poor prognosis.’* It may be significant that the non-protein nitrogen of thi iv 
blood rose very slowly in the presence of such marked diminution of uri- : 
nary output, and that there were no uremic manifestations. | 
7) 
SUMMARY 
1. Thirty-four patients, who ingested bichloride of mercury, have beer 
treated by a method designed chiefly to prevent and combat the physiologic 2! 
disturbances occasioned by the presence of mercury in the body. The . 
method is almost identical with the one proposed recently by Peters, Eisen- mr | 
man, and Kydd. : 
2. Only 10 of the patients developed any signs of mercury poisoning 24. \ 
In five, the intoxication was mild or of moderate severity; in the remaining : 
five it was very severe. »s 
3. Three patients died, a mortality of approximately 9 per cent. Al 6. F 
though in the past, the mortality of mercury poisoning in Charity Hospital 7 | 
has been about 25 per cent, a study of the individual cases in the present 28. Hy 
series indicates that the lower mortality is not necessarily due to the changed 
9. H 






method of therapy. 
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“ EVENTRATION ” OF THE RIGHT DIAPHRAGM: RE- 
PORT OF A CASE WITH REVIEW OF THE LITERA- 
TURE, CHIEFLY FROM THE STANDPOINT OF 
ETIOLOGY AND DIAGNOSIS * 


By L. FetpMan, M.D., I. M. Trace, M. D., F.A.C.P., and M. [. Kapan, 
M.D., Chicago, Jllinois 


THE condition commonly called ‘ eventration ”’ of the diaphragm is un 
derstood to mean an abnormally high position of one-half of the phrenic leaf, 
caused not simply by displacement, but by aplasia (congenital), or atrophy 
(acquired) of the muscle fibers of the half of the diaphragm. As a result, 
the abdominal viscera are displaced upward into the thoracic cavity. The 
unduly expanded leaflet is intact and its position is permanent. 

This abnormality has passed into the literature under more names than 
elevation,” “ relaxation,” 


any other lesion of the diaphragm. ‘The names, ‘ 
‘high position,” “ insufficiency ”’ and “ dilatation ’’ have been used to desig- 
nate this pathological state. While eventration is a gross misnomer, since It 
suggests the displacement of the viscera 6ut of the abdomen, it has received 
by custom a connotation which is specific for this condition of the diaphragm 
( Bayne-Jones ). 

A brief review of the development of the diaphragm’ is warranted in 
order better to understand this abnormality. The anterior end of the celom 
containing the heart is shut off by a partition which forms at about the sixth 
week of intrauterine life; and at a slightly later date, the two pleural sacs 
are separated from the peritoneal cavity by the completion of the diaphragm 
The greater part of the latter is fotmed from the septum transversum, which 
is ventral in situation, while the dorsolateral portions are derived from the 
pleuroperitoneal membranes which close the communicating ducts between 
the two cavities on the right and left sides. 

The musculature of the diaphragm is stated to be developed from two 
muscle masses derived from the fourth cervical myotome.’ ‘These grow 
into the developing diaphragm, while the septum transversum is still in the 
cervical region. Later the diaphragm migrates caudally to reach the proper 
place. 

In eventration the cupola forms a thin sac with normal attachments, but 
projecting into the thorax to reach a high level. It seems probable, there- 
fore, that neither failure of migration nor a failure in the union of the com- 


ponent parts is responsible for the condition, but that it is due to failure of 


development of the musculature on one side. As a result of this, the muscle 
sheet is almost entirely replaced by a thin membrane, which yields very 
readily to abdominal pressure.’ 

* Received for publication March 15, 1935. 

From the Departments of Medicine and Roentgenology, Mount Sinai Hospital, Chicag: 


Illinois. 
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However, there have been varied opinions as to the etiology of eventra 
tion ever since its discovery (1784). Thoma? believed that the condition 
was secondary to congenital malformation of the lung on the affected side, 
and that the diaphragm rose to fill the space in the pleural cavity. Doering, 
on the other hand, favored the view of a primary deficiency of half of the 
diaphragm. The symmetrical condition of the thorax in eventration h« 
employed as an argument in favor of his view. Clinical experience in 
chronic diseases of the chest associated with elevation of the diaphragm du 


to traction from adhesions demonstrates that malformation and asvmmetry 


of the chest wall are usually the result Falkenstein * has shown that idio 


pathic degeneration of the diaphragm frequently occurs, the lesion being a 
fatty degeneration of the muscle. Aronson® enumerates many diseases 
that may affect the motor columns of the cervical cord, and thus give ris« 
to an acquired eventration. He also lists neuritis of the phrenic nerve as a 
possible cause. Christian * strongly believes that the cause of eventration 
is congenital. That it is frequently seen in infants; that there is no history 
of trauma; and that the affected lung is not compressed, are arguments lh 
employs in favor of his view. 

At autopsy the lung on the affected side is usually small and hypoplastic, 
but atelectasis has not been observed. The eventrated diaphragm is a thin 
translucent membrane, containing a few muscle fibers and smoothly covered 
by pleura and peritoneum. The phrenic nerve is usually reduced in size, but 
otherwise normal. 

The first authentic case of eventration is that of Petit* in 1790. He 
himself did not employ the term “ eventration ” but considered the condition 
a peculiar variety of diaphragmatic hernia ruveilhier > in 1849 was the 
one to coin the name eventration and elucidate the essential differences be 
tween hernia and eventration. Bamberger *® in 1913 compiled 31 cases 
Bayne-Jones ' in 1916 collected 41 cases I in 1901 was the first 
to diagnose this condition during life Hirsch n 1901 was the first to 
make a roentgenological diagnosis. He diagnosed hernia of the diaphragm 
and eventration was found at autopsy. There were over 100 cases of 
eventration reported in the literature up to 2 he greater number of 


instances, of this rare anomaly occur on th Korns ** in 1921 
critically reviewed the literature and found only 18 proved cases of left 
eventration and 41 which, though not proved, n reasonably certain, 
thus making a total of 59 cases. The same author listed only the following 


five cases of eventration of the right diaphragm: Two of Eppinger’s in 1911 
which were substantiated by necropsy; a case by Gl 1. 1916; a fourth 
case, described in 1916 by Bayne-Jones, who ma liagnosis purely by 


physical examination, subsequent roentgenological examination and laparo 
tomy confirming his clinical impression; and Aronson’s case reported in 
1918, which Korns considers not completely proved because of the author's 


+ 4 + 


vague description of the findings. If genuine, it is the fifth cas Korns’ 


own case makes a sixth. He diagnosed his case by roentgen-ray and physi- 
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cal findings, based on the physiology of the intercostal muscles and tl 
diaphragm. He concluded that of these six cases, in four the diagnosis 
may be considered proved, while in two it is not proved but reasonably 
certain. 

Golob “ in 1926 reported a case of right eventration, proved at oper: 
tion. Fatou and Prévost ’’ described a case of right eventration in 1928, 
thus raising the number of cases to eight. Morris’ ** case in 1929 of right 
sided eventration with transposition of the stomach, colon and liver, diag 
nosed by the roentgen-ray is the ninth. Our case of right eventration is th 
tenth to be described. 

EKventration of the diaphragm should not be looked upon as just a rar 
curiosity to be relegated to the pathological museum. Recognition of this 
abnormality is important in order to prevent confusion with other conditions 
situated above and below the diaphragm. Without the assistance of th 
roentgen-ray, eventration has been mistaken for pleural effusion, encysted 
empyema, and abscess of the lung. Exploratory thoracenteses have been 
performed. The results of this procedure may be very tragic. ‘The dis 
covery of eventration in women of the child-bearing age is very important 
for it may turn out to be a menace to life. In one instance “* where a con 
plication precipitated labor before a planned Caesarean section was under 
taken, the patient died because of a ruptured diaphragm. In our case for- 
ceps had to be applied in the second stage of labor, because her “ bearing 
down ”’ was of no avail. At that time, however, it was not known that sh« 
had such an anomaly of the diaphragm. 

This anomaly is also important because of the readiness with which it 
may be confused with diaphragmatic hernia. The latter condition often 
lends itself to surgical repair, but in eventration operation is useless. Thx 
differentiation, however, between these two conditions may be impossibl 
even after resorting to all available safe methods of investigation, short of 
an exploratory laparotomy. 

There are no distinctive symptoms of eventration of the diaphragm. 


| 1 


most instances it is asymptomatic, since both the thoracic and abdominal 
However, there 


viscera accommodate themselves to this congenital defect. 
may be some cardiac, pulmonary, or gastric symptoms : 
‘gas”’ pains after meals, asthmatic attacks or substernal pain 


palpitation, slight 


dyspnea, 
Cyanosis and weakness have been observed as well as nausea and vomiting. 

The condition may be suspected on physical examination, but in most 
instances it has been discovered as the result of roentgen-ray examination 
The usual findings are absence of Litten’s shadow, dullness, 


or at autopsy. 
The chest is symmetri 


and absence of breath sounds on the affected side. 
cal, and the inspiratory expansion of the two sides of the chest, with the 
exception of the costal margins, is the same. In right sided eventration th¢ 
position of the heart is not changed to as appreciable a degree as it fr 
quently is in left eventration. Tympanitic sounds may be elicited over thi 
affected side of the thorax, depending greatly on how much food or gas 














“EVENTRATION ” OF THE RIGHT DIAPHRAGM 65 


there 1s in the viscera during the examination. Peristaltic sounds in the 
chest are very significant, but Lord ‘* cautions against this finding He 
states that normally, peristaltic sounds may be heard on the left side as high 
as the third rib in front and lower third of scapula behind, and at a some- 
what lower level on the right side. These peristaltic sounds are much 
louder on the left than on the right. 

However, there is a physical sign, which, according to Korns** and 
Lord,’* is the most valuable and the least used in the diagnosis of eventra 
tion of the diaphragm. It is the Hoover sign—an exaggerated inspiratory 
divergence from the median line of the entire costal margin on the affected 
side. It is elicited with the patient in the recumbent position. This sign 
is based on the work of Hoover '” on the physiology of the diaphragm and 
of the intercostal muscles. 

The diaphragm and the intercostal muscles are antagonists. The former 
increases the longitudinal diameter, while the latter increase the transvers« 
and the anteroposterior diameters of the thorax. The excursion of the 
abdominal wall is a measure of the excursion of the diaphragm he 
lower six intercostal muscles and the diaphragm are also antagonists in con 
trolling the movements of the costal border. Unopposed by the phrenic 
action, the intercostal muscles will cause the entire costal margin to move 
away from the median line, and unopposed by the intercostals the diaphragm 
will draw the entire costal margin toward the median line. Hence, the 
movement of the costal margin during normal inspiration is the resultant of 
the opposed actions of the intercostal muscles and the diaphragm 

The extent to which the diaphragm is able to oppose the intercostal 
muscles depends upon the arch, and the more nearly the curve approaches a 
Jane, the greater is its mechanical advantag« lf the diaphragm is at a 


in 


1 
l 
I 


nechanical disadvantage by upward displacement, or if its muscles are 
jured, the pull of the intercostal muscles is more effective lhe result is a 
distinet inspiratory widening of the subcostal angle, caused by the exag 
gerated inspiratory divergence from the median line of the entire costal 
margin, from the xyphoid to the post-axillary line 

Korns '* urges the use of palpation besides inspection in eliciting this 
sign. The palpation should be applied to the extreme ends of the ribs of the 
costal margin, and not to the ares of the ribs. The movement of the latter 
is upward and outward in a “ bucket-handle ” fashion in response to nor 
mal activation of the intercostal muscles. Thus in obese patients palpation, 
we think, may elicit this outward excursion of the costal margin, while in- 
spection may not. Such was our experience with our case. 

The evidence of activation or want of activation of half of the phrenic 
leaf is especially of value in the differential diagnosis between hernia and 
eventration ** of the diaphragm. In hernia, Hoover’s sign is not observed, 
unless in a very marked herniation with a very extensive aperture, which is 
exceptional. If there should be any asymmetry in movement, it occurs as a 
lessened outward movement on the affected side, due either to a flattening of 





66 . FELDMAN, I. M. TRACE, AND M. I. KAPLAN 


the diaphragm, or to its acquisition of a high insertion from the formatior 
of pleural synechiae between it and the thoracic wall. 

Eventration of the diaphragm must, naturally, also be differentiated 
from such conditions as pneumothorax, subphrenic abscess, large basa) 
cavities, and paralysis of the diaphragm. 

In most instances eventration is discovered as a result of roentgenological 
study, and such studies constitute the most reliable laboratory procedure we 
have. Walton *’ enumerates the following diagnostic roentgenological 
signs : 

(1) High position of the affected diaphragm is present, and it may bi 
as high as the second interspace. 

(2) Regular contour of the arched line is a sign stressed very much 
There is always present the typical curved line of the dome of the diaphragm 
In hernia, the contour of the arch is somewhat irregular and usually nodu 
lar,” and when an opaque meal is given, marked derangement of the arch 
by the new shadow is seen. However, this finding does not absolutely 
differentiate eventration from a hernia in which the contour of a dilated 
stomach or colon may give a similar regular arched line. 

(3) Excursion of the affected half of the phrenic leaf is usually present, 
but very much limited. Under the fluorescent screen, the normal sick 
exhibits normal excursion, and there is no evidence of exaggeration to com 
pensate for the affected side. When the patient is instructed to breath 
deeply, the abnormally elevated diaphragm will be seen to move slightly up 
and down to the extent of probably a few centimeters only. 

(4) Paradoxical movement of the affected side of the diaphragm as a 
test has no great significance. Assmann ** comments on the unreliability of 
this sign. For atime this was regarded as a distinguishing sign, but recent 
observers agree that respiratory movement may be normal, diminished, 
absent, or reversed in either eventration or hernia. 

(5) Inspiratory excursion of the mediastinum toward the sound sid 
has been observed three times according to Korns.'* This phenomenon is 
due to the development of a relatively greater degree of negative pressur 
in the sound side because of the presence of diaphragmatic contraction on 
that side. Similar phenomena may be observed in unilateral paralysis of the 


phrenic nerve. ‘The reverse is usually seen in bronchial obstruction, wher« 


the excursion of the mediastinum is toward the affected side. While this 
sign should be looked for in suspected eventration it is very often absent, 
and when present, its value in differential diagnosis is questionable.*° 

(6) Displacement of the heart is frequently seen in left sided eventration 
thus giving rise to dextrocardia. Whenever the latter is diagnosed, the 
condition of the left diaphragm should be investigated. In right sided 
eventration the heart is usually not appreciably displaced. It seems that th« 
displacement of the heart in right sided eventration depends upon what 
organs are prolapsed into the thorax. When the liver is high up, the heart 
is pushed over to a much lesser degree than when the big bowel is high in 
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the thorax. In our case, a barium enema produced quite a bit of distress, 
because the distention of the colon displaced the mediastinal structures still 
more to the left. 

(7) Pneumoperitoneum is classified among the diagnostic sigt 
Walton,*’ after enumerating the roentgenological findings discussed above, 
concludes that the only pathognomonic finding in eventration of the dia- 
phragm is a distinguishable separation of the arched line of the dome of the 
diaphragm from the viscera below, acce mmplished by injecting air into the 
peritoneal cavity. Lord’ questions whether this procedure is justified, 
since in the presence of a diaphragmatic ‘nia, pneumoperitoneum may 
entail some risk. The absence of a sac in the majority of cases of dia 


1 
| 
| 


phragmatic hernia, and the imperfect closure of the defect in the diaphragm 
by the hernia, make it likely that the introduction of gas into the peritoneal 
cavity will cause a pneumothorax. He also cites the case of Schlect and 


| 


Wels who used this method in a congenital diaphragmatic hernia Thre: 


weeks later their patient developed severe abdominal pain, followed by 


collapse. The operation revealed perforation and gangrene of the greatet 
] 


“4° 


curvature of the stomach. The possibility that the pneumoperitoneum, by 
displacing the stomach and interfering with its blood supply, might have 
been responsible, could not be excluded by them. Lord ’** feels that if the 
symptoms are severe and more suggestive of a hernia than of eventration, 
it is better to do an exploratory operation an air the hernia if found 
and feasible, than to subject the patient to the risk of a pneumoperitoneum 
his procedure was not employed in our cas« 

(8) Lateral roentgen views of the chest are of diagnostic help in abnor 
malities of the diaphragm. Their employment is often mentioned in th 
British literature '*'® as a means of differentiating eventration from hernia 
of the diaphragm. In the former, the lateral view shows the smooth curved 
contour of the elevated dome. = It 1 pecially recommended that an opaque 
meal be given, and the film taken with the patient lying on a sid 
of hernia this position will facilitate the p 
into the pouch above the diaphragm. 

Some part of the bowel was found displaced in all cases of right sided 


| 
| 


eventration studied roentgenologically with the opaque meal. Thus in 
Bayne-Jones’ *® case the transverse colon was displaced, looped, and doubled 
on itself in the right upper quadrant. ‘The liver, however, was found high 
up under the ribs, and covered by the diaphragm. In Aronson’s ° case the 


] 


dilated colon was in the right chest above the liver and covered by the dia 


phragm. The proximal colon was anterior to the liver and under the right 
diaphragm in the case described by Golob Morris’ '* case had the stomach 
under the right diaphragm. Our case, too, had bowel in the right thorax 
situated right under the diaphragm Finding the displaced bowel in th 
right chest and under the elevated diaphragm, weakens the argument of thos: 
who assert that in congenital eventration it is the liver that is invariably 
found under the diaphragm.’ 
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Measurements of changes in the intragastric pressure during respiration 
have been used by some to differentiate between hernia and eventration of 
the diaphragm. Hildebrand and Hess * used this method in their case and 


their diagnosis was confirmed by autopsy. They demonstrated an inspira- 


tory rise and an expiratory fall in the intragastric pressure, which is the 
reverse of what should occur if the stomach had invaded the thorax through 
a hole in the diaphragm. The test, however, is not as valuable as was at 
first anticipated, for the intragastric pressure has been shown to vary nor 
mally with intercostal and abdominal types of respiration. 

Most of the instances of eventration require no treatment. [Hlowever, 
strenuous exercise should be prohibited. Pregnancy, if it occurs, should 
not be allowed to go on to labor, but should be terminated by abdominal 
section. Those who are overweight should aim to reduce. Should trouble 
some symptoms be present, surgical intervention may be considered. In 
Lerch’s case, quoted by Lord, three plaits were taken in the diaphragm 
through an incision in the outer part of the rectus muscle. The patient 
improved and seven months after the operation she was entirely relieved of 


her pulmonary and gastric symptoms. 


CASE REPORT 


M. L., Jewish, aged 27, married, primipara, housewife, was admitted to the 
obstetrical ward of the Mount Sinai Hospital (service of Dr. Chas. Newberger) or 
April 11, 1932. 

Because of prolonged labor, exhaustion, and the patient’s seeming inability to 
accomplish anything by * bearing down,” forceps were applied and an episiotomy wa 
done. She was sent back to the ward in good condition. 

On the following day the intern on the service noticed that the patient was some 
what dyspneic and slightly cyanotic. She also complained of a slight cough. Elicit 
ing definitely abnormal findings in the right chest, he fortunately became alarmed 
and ordered a bedside roentgenological examination. 

The film was shown to us and we suggested that the condition might be an 
eventration of the diaphragm. ‘The patient was transferred to our service (service 
of Dr. I. M. Trace) after her puerperium for a detailed study of her abnormality. 

History. The pertinent statements in the history were as follows: Moderate 
shortness of breath upon exertion has been present ever since she can remember. A 
non-productive cough has bothered her since childhood. When she lies on her ab 
domen she becomes quite dyspneic, and often begins belching, which relieves her 
Indefinite pains in the upper abdomen have been present all her life, which sh« 
ascribes to “ gas.” The pregnancy, however, did not aggravate her condition at all 
being entirely symptomless. 

There is no history of trauma or accident of any kind; her mother testified to 
that. During her entire childhood, she could never play as much, nor run as fast as 
her playmates, because of shortness of wind, and marked fatiguability. When one 
year of age, she had three attacks of pneumonia. Her mother could not furnish any 
more details as to this supposed pneumonia. In all probability, the findings on thx 
side of the eventration were repeatedly taken for pneumonia. 

Physical Examination. The patient was lying comfortably in bed, and wa 
neither dyspneic nor cyanotic. ‘The pulse was 80, regular, the temperature 99.2° 
rectally, and the blood pressure was 110 mm. of mercury systolic and 70 diastolic 
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She was short, rather sthenic, and quite ol 


mal. 

The chest was symmetrical and its 
The inspiratory expansion of the two sides 
was the same. Litten’s sign was not present o1 


(here was dullness on the right side 


1 ; 


up to the midscapular region posteriorly 


ing few years during which we observed 


gave way to a tympanitic note, and som 


Fic. -1 Film taken at 

if is at the lower border 

regular throughout its ent 
lett. 


the roentgenological findings to be described 
in the percussion note is clear.) There wet 
ide. The heart dullness extended 11 cm. t 
ternal dullness was elicited 

The breath sounds were very distant 
over the dull area; deep inspiration increased the 
th ids Ww * normal > likewise 


this impaired area on the right the breat 
normal over the left chest. There were no ra elicited at a1 Peristaltic 
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sounds in the right chest were heard while the patient was in the hospital, and several 
times since in the last few years. These sounds were heard anteriorly as high as the 


third interspace and about the midscapular region posteriorly. They were much 
louder anteriorly than posteriorly, and were best heard following an enema or a 
cathartic. At other times they were not loud, and one had to listen rather intently 
in order to hear them. The heart sounds were normal, and no murmurs or accentua 
tions were present. 

The Hoover Sign. With the patient in the recumbent position the contour of the 


Fic. 2. Film taken at end of deep inspiration. The arched line of the right diaphragm 
is at the lower border of the third rib; thus it has moved one interspace downward during 
ispiration. 


lower chest, the movement of the costal margins, and the excursion of the abdominal 
wall were studied. 

Harrison’s groove on the right side was much shallower than on the opposite 
side where it was quite marked, despite the patient’s moderate obesity. This may 
have been the result of the action of the intercostal muscles on the right side un 
opposed by the inactivated diaphragm. 

The excursion of the abdominal wall with the usual bulging in the epigastrium 
during inspiration was present on the left side, but absent on the right. This 
phenomenon is a measure of the excursion of the diaphragm and its absence means 
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. 3. Lateral view of thorax 
and that of the left far below 


throughout, and that bowel is situated und 


that one leaf of the diaphragm is inact 

lefinite retraction of the right side of the epigastriu 

Inspection of the movement of the costa ul n the right side was not vet 
v diverge from the median line, prob 


‘onvincing, as to its exaggerated inspirato 


1 


ably because of the patient’s moderate 


1 
} 


' + 
l t 


ght costal margin did not move 1 r 
upward and outward. 

Palpation of the right costal margin, 
in exaggerated inspiratory divergence ft 
ipplied to the extreme.ends of the ribs fort 


\orns.'* Thus the Hoover sign was positive 
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The abdomen was fairly obese; the liver, spleen, and kidneys were not felt 
Percussion of the abdomen revealed dullness of the entire right side. The left sid 
showed a moderately tympanitic note. (This finding has never varied.) Peristalti: 
sounds were few and always limited to the left side. 

Laboratory Findings. The urine was normal. The blood showed a 
The Wassermann and Kahn tests were negative. Thi 


‘There was no tenderness. 
slight de 


gree of hypochromic anemia. 


electrocardiogram was essentially normal. 
Roentgenologic Examination. The film taken 
to us eventration of the diaphragm, showed the typical curved line of the right phreni 


at the bedside, which suggeste 


Fic. 4. Film taken immediately after a barium meal ) 
position. The duodenum is not seen, but when studied under uorescent screen it W 
normally situated and filled out completely. The barium, after | g the first few inch 
of the jejunum, shot up into right thorax, instead of turning to the left and downward, as 
normally does. The liver and kidney can be discerned in their normal places, and the bi 


seems to enter the right thorax anteriorly to the liver. 


leaf at the lower border of the second rib anteriorly. The contour of the arched li 
was regular throughout its entire course. The trachea and the heart were somew!l 
displaced to the left. The left diaphragm was in its usual position. 
Later, films were taken of the chest at the end of deep expiration 


The arched line at the end of the latter phase was at the level of the lower border 


and inspiratior 
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Fic. 5. Lateral view of thorax five hor 
the colon with the arched line of the right 
not deformed but it is as regular as before 
of the diaphragm, 


ration 


the third rib anteriorly, thus showing how much the diaphragm had 


moved (figures 
land 2). ‘The other features were the same as in 
Fluoroscopic examination confirmed the above findings. The right diaphragm 


vas seen to move slightly downward upon deep inspiration and upward during deep 


expiration. ‘Thus there was no paradoxical movement of the eventrated diaphragm 
in our case. In the lateral view one could visualize 


regular arch of the right 
phrenic leaf and its slight excursion. ‘The arch of 


gm could also be 
en, but at quite a distance below that of the righ 


Inspiratory excursion of the mediastinum was 


t 


his sign 
was looked for on several occasions during the time was under ob 
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servation, and we could never discover the slightest inspiratory deviation of the 
mediastinum. 

The opaque meal showed that the esophagus and the stomach were in their not 
mal positions. The stomach was of the fishhook type and without abnormaliti: 


The duodenum was normally situated and filled out completely. The barium, afte: 
leaving the first few inches of the jejunum, shot up into the right thorax instead o 
turning to the left and downward as it normally does (figure 4). After five hours, all 


of the barium had left the stomach and was seen in the right chest. A lateral viey 





Fic. 6. An opaque enema showing that the cecum, ascending colon, hepatic flexur 
and part of transverse colon are situated in the right thorax. Part of the cecum and { 
portion of the ascending colon are to the left and under the lower half of the sternu 
The arch of the diaphragm is only faintly seen above the bowel 


at this time demonstrated the barium in the colon, with the arched line of the di 
phragm above it. The contour of the latter was not deformed but remained as regul 
as before (figure 5). This lateral film was taken with the patient in the recumbent 
position. These findings speak against a hernia and for eventration of the diaphrag 
An opaque enema demonstrated that the cecum, appendix, ascending colon, hepat 
flexure, and part of the transverse colon were situated in the right thorax, above t 
twelfth dorsal vertebra. The cecum and first part of the ascending colon were 
little to the left of the midline and extending to the left side, thus displacing 
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EVENTRATION ” OF THE RIGHT DIAPHRAGM 
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Fic. 7. A composite picture after an opaque enema showing the entire course 01 
rge bowel. Note the marked displacement of the trachea and heart 


7). When the bowel 


was distended by the opaque enema, the patient complained of dyspnea, palpitation, 


ichea and the heart to a still greater degree (figures 6 an 
and discomfort. She also became slightly cyanotic It is entirely possible that the 
ymptoms that aroused the curiosity of the intern in the obstetrical ward were due to 
he morning enema. 

The liver and kidneys were seen to be in their normal position (figure 4) 
velograms showed the kidney pelves to be normal 
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COMMENT 


The roentgen-ray findings showed that the intestinal tract between the 
first portion of the jejunum and the second portion of the transverse colon 
was extruded into the right thorax, and lay between the diaphragm above 
and the liver below. In this respect our case differs from the description of 
most of the reported cases in which it has been more usual to find the liver 
high up under the eventrated diaphragm. 

Our patient has no bowel in the right side of the abdomen. Should she 
ever develop an attack of appendicitis, her symptoms would certainly be 
atypical and the method of surgical approach would have to be extraordinary 
indeed. 

The patient has been uncer chservation for the last few years 
‘vit discomforts mentioned above. Should 


Shy 


feels quite well except for the 
she become pregnant aga‘n, ai: abdominal section will be strongly urged 
before labor sets in. 
CONCLUSION 

A case of right-side “ eventration ” is added to the literature, thus raising 
the number of reported cases to ten. 

The diagnosis in this case was made because of the following findings : 

(1) High position of the right diaphragm. 

(2) Regular contour of the arched line as seen in the anteroposterior 
and lateral views. 

(3) Definite, although limited, excursions of the elevated diaphragm. 

(4) Roentgen-rays after an opaque meal and after a barium enema, 
with the patient in the recumbent position, showed that the arched line was 
the dome of the diaphragm, and not the outline of a distended bowel. 

(5) Evidence of inactivation of the right half of the phrenic leaf 
( Lloover’s sign L 

The extruded bowel was situated between the right diaphragm above and 
the liver below, a finding unlike that in most cases reported. 
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INSTANT DEATH IN BACTERIAL ENDOCARDITIS: REPORT OF 
A CASE WITH MYCOTIC ULCERATION OF THE 
CONDUCTION SYSTEM * 


By Joun G. Kipp, M. D., Detroit, Michigan 


SuppDEN death, as it occurred in the present instance, is not the rule in sub- 
acute bacterial endocarditis. Such unexpected death contrasts sharply with the 
usual protracted course of this disease, so ably described by the late Dr. William 
Sidney Thayer in his remarkable monograph ?: 


The disease is often distressingly chronic. Days and weeks and months pass by 
—every day with its morning of hope and its evening of depression. And the fatigue 
and the fever and the anorexia continue—moments, days, even weeks of apparent 
improvement and elation fatally dispelled by ever-recurring aggravations of first one, 
then another symptom. And slowly and surely the patient loses ground. The anemia 
increases. Evidences of myocardial insufficiency are added to the symptoms of 
chronic sepsis. The complexion assumes the peculiar, earthen greyish color, insisted 
on by Libman. With the advancing renal changes, the anorexia becomes more 
obstinate, and there is often nausea and vomiting. Edema of the face and dependent 
parts sets in. Profoundly enfeebled, with pale, grey, anxious face, puffy, transparent 
eyelids, inert, waxen, bulbous fingers, the patient is harassed by transient hallucinations 
of vision which he recognizes as hallucinations but cannot escape, by the dyspnea de- 
pending in part on the sepsis, in part on the anemia, in part on the nephritis, in part 
on the myocardial weakness, by the constantly recurring painful cutaneous or splenic 
emboli, by the persistent and unconquerable nausea. The least movement exhausts 
him; the nightly sweats weaken him; he is so tired! The very attentions of the nurse 
annoy him. And then, so often, as if to crown his ills, a sudden hemiplegia with 
flaccid arm and leg and drooping mouth and open eye. Finally, with wrinkled fore- 
head and careworn face, he sinks into a troubled sleep and breathes his last—the vic 
tim of chronic sepsis, or myocardial weakness, or nephritis, or a terminal pneumonia, 
or cerebral embolism—or all. 


In this paper photographs describe the anatomical lesions responsible for 
instantaneous death and the probable mechanism of death is discussed. Four 
similiar cases previously described in the literature are cited. 


REPORT OF CASE 


Summary: R. K. N., admitted August 18, 1932; died August 25, 1932. A boy of 
18 complained of “rheumatism and heart trouble” recurring in attacks since the age 
of four. History, physical findings, and positive blood culture pointed to the diagnosis 
of subacute streptococcal endocarditis on the basis of old rheumatic heart disease. 
Remittent fever of 101 to 102 degrees daily was followed by unexpected instantaneous 
death on the cighth day after admission. At autopsy a large mycotic ulceration which 

* Received for publication August 14, 1934. 
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CASE REPORTS 


had almost perforated the ventricular 
node. 
History. 
patient had an attack of “ rheumatism ” 
this attack the elbows, fingers, k1 
at one time or another. 


which 


wrists, ees and reet wel 


tation, dyspnea, and weakness were noted. These symptor 
disease by a physician at the time, and the patient stated tl 
cally since. Following this episode he was a delicate ¢ 

and attacks of sore throat until the age of nine e | 

schooi. For the next four years he was fairly we ne 
without interruption. At the age of 14 he won the hig! 
his class at school but while participating in a track me 


throat developed, and he spent the next several 


dyspnea, and weakness. About a year later the patient 


hecause of the same symptoms, and he was confin o bee 
during this period. Following this bout, however, h« 
of the present illness. 

The immediate present illness began March 1932 


mission to the hospital, when the patient was confined 


acute upper respiratory infection and fever which wa 


this episode he was unable to attend school or to Y 
nea. One month before entry he again noted 

the left knee, left hip, and both ankles. These sy1 
and during this month he lost five pounds in wei 

few weeks preceding admission, he had e 

his heart beat, and once, about two weeks prior to 

a room, he stopped abruptly, grasped his pre ul 
stopped!” He became dizzy and felt faint, but the att 


after he sat down. About 10 days prior to adr 
noted the spontaneous appearance of several irregul 
ter, near the |e 


bruises, about the size of a silver quar 


Physical Examination. Temperature 99, pulse 100 
116 pounds—estimated ideal weight 156 pounds. The 
boy of about 18 years who appeared sick 1) 
subicteric pallor and was short of breath here 
tion of the precordium and carotid vessels was striking 
with each heart beat. Petechiae were noted 


impulse of the heart was diffuse and heaving and lo 
line. A short thrill, systolic in time, was palpated over 
irea of cardiac dullness extended 14 centimeters to the 


the fifth interspace and six centimeters to the ri 
heart tones were regular and accelerated. The . 
ompletely obscured by a harsh prolonged systol 

the axilla. A short presystolic murmur was also h« 

the heart very loud and distinct to and fro murmur 

vas 124 systolic and 30 diastolic. The radial pulse 

uick quality. The lung fields were resonant everywher 


ind descended about equally; no rales were heard 


ind soft; the liver and spleen were not felt; and there 


lullness in the flanks. The extremities showed no e 


rmal. 
Laborator\ 


Blood Wa 


Examinations. 


(Obtained from the patient and his mothe 


Just as the joint symptoms bega 


swollen, tendet 


f nod j 
) At the age of four the 
two months During 


and paintul 


to subside, extreme palpi- 


were attributed to heart 
it he had had them periodi 
ild, having frequent colds 


improve and entered 
ible 


to do his work 
hampionship oOo! 
he became chilled, a sore 
tation, 

| ] 


| because of palp 


trom 


sec] emestet school 
in a hospital for 18 day 
] ell until the onset 
tour ro? hs p ( tC id 
ed for two weeks with an 
osed nfluen A tte 

ise O1 eakness and dysp 
t the t mainly 
ersisted unt entry, 
eve ce ms in the 

é tion of irregularity in 
( e walk FY aCTOSS 
ex( med ivy heart 

{ ed off a few minutes 
e | ent s mother 
irplish spot resembling 

le 

| respiratio 28. Weight 
ent s a tall, emaciated 
rt ble He had i 

1¢ Cyanos Pulsa 

r hole be Osc llated 

t il Sac Phe apex 

the nterio ixillary 

e base of the heart lhe 

t ol e midsternal line in 

e tourt terspace lhe 
it e apex was almost 


ich radiated outward int 


At the 


Che blo 


base of 


pressure 


lat d had a slapping, 

' ' 

the ises were on a level 
€ | l¢ bd 1@nl Was flat 
is no bulging or shitting 
nd the joints appeared 

Fa 
I ( Kolmer echinic ) 
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Kahn test negative; non-protein nitrogen 27 mg. per 100 c.c.; icterus index 
Red cells 3,500,000, white blood cells 11,100, with 80 per cent polymorphonuclear cells 
Hemoglobin 9.9 grams per 100 c.c. In the blood culture, many colonies of gram 
positive cocci appeared on the second day. These were later defined as streptococci 
of the viridans group. The urine was dark reddish brown; specific gravity 1.020; 
it contained a moderate amount of albumin, and there were red blood cells in moderate 








number in the centrifuged specimen. 
Course. The temperature ranged from normal to 102° daily. The pulse was 






usually regular but extrasystoles were sometimes noted, and on several occasions 
coupled beats were felt. No digitalis was prescribed and none had been taken priot 
to admission. The pulse rate usually varied between 85 and 120 per minute; on 
one instance the rate was charted at 56 per minute. The patient appeared to gain 
strength, and aside from the extreme sweating and persistent weakness and dyspnea, 
he was fairly comfortable. On the eighth day following admission a transfusion 
was given at 10 o'clock in the morning with 500 cubic centimeters of citrated blood 
taken from patient’s brother as donor. During the afternoon of that day the patient 
felt unusually well and commented on his improvement. He called attention to the 
fact that since the transfusion his bed no longer oscillated with each heart beat, which 
added to his comfort and peace of mind. At five o’clock in the afternoon the coupled 
beats were again noted at the radial pulse, and there had been a steady decline in the 
pulse rate from 112 at 8:00 a.m. to 76 at 6:00 p.m. At seven o'clock the patient’s 
bed was rolled out on to the porch as usual and the patient was left smoking a 
cigarette. When the nurse returned five minutes later, she smelled the bedclothes 
burning, and noted that the cigarette had fallen from the patient’s fingers to the bed 
The patient was pulseless and respirations had ceased. A convalescing patient nearby 
had heard nothing to attract his attention. When questioned, he had heard no cough 
or cry and was entirely unaware that anything unusual had happened. 



























Comment. In attempting to explain the mechanism of such instantaneous 





death in a patient who had bacterial endocarditis, several possibilities were 






considered: coronary embolism, medullary embolism, pulmonary embolism, and 
rupture of the heart. The most likely explanation, however, was thought to 
be the interruption of the conduction impulses by the same infectious process 
which involved the endocardium, resulting in sudden complete heart block with 
ventricular standstill or fibrillation and death. As will appear, this was found 









to be the case. 


















Postmortem. (Dr. A. O. Severance.) At autopsy careful search of the blood 
vessels of the heart, brain, and lungs failed to reveal any emboli or thrombi. ‘The 
findings of chief interest were in the heart, which weighed 640 grams. There were 







extensive warty vegetations on both the mitral and aortic valves as is shown in the 





photographs. Figure 1 shows the extremely large vegetations on the aortic leaflets 
and on the posterior surface of the mitral leaflets. The largest group of vegetations 
in the center of the photograph measured six by three centimeters and involved chiefly 
the posterior aortic leaflet and the under surface of the posterior mitral leaflets. Note 
also the rather shallow mycotic ulcerations which involved the endocardium just 
beneath the posterior aortic leaflet; the areas of greatest involvement and ulceration 
corresponded identically with the course of the bundle of His and the left branch of 
the auriculo-ventricular bundle.® Figure 2 shows the right auricle and the medial 
cusp of the tricuspid valve. Note a small area (a) just in front of the anterior at 
tachment of the leaflet. This represents an ulceration nine millimeters in diamete: 
which had extended entirely through the septum from the larger ulcerated areas be 
neath the aortic leaflets on the other side. Compare the location of this mycotic ul 
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Fic. 1. The large vegetations on tl leaflets and posterior mitral leaflet ar¢ 
obvious. Note also the sub-endocard eneatl 


lal 
hese ulcerated areas overlie the 


posterior aorti leaflet 
course 


bundle of His 


ceration with that of the auriculo-ventriculat le as illustrated in figure 3, noting 
ulceration and 


nh 
} 

8 
«l} 


the relative positions in the two photog 
the coronary sinuses, the fossae ovale, and ia icuspid leaflets. The cor 
responding positions of the ulceration and Tawara’s node are striking 


lawara’s node, 


REVIEW OI] LITERATURI 


Inflammatory lesions and degenerative processes interfering with the con 
duction of impulses through the junctional tissues have been cited in numbers 


Rosenthal * has recently called attention again to the occurrence of acute isolated 
myocarditis in which the suppurative process may involve the conducting mech 
anism. He cited two instances which showed clinical signs of heart block and 
in each the inflammatory reaction involved especially the bundle of His. Both 
of his cases presented evidence of valvular endocarditis 
m the special frequency of mural endocarditis in subacute streptococcal endo 
carditis, and noted that aneurysms of the valves and perforations as a result 
of ulceration were relatively common. In 

1} 


Thayer ' commented 


a larg , See ee however, he obse rved 
0 instances where the specialized conducting tissue was involved. Rothschild 
et al.* observed that inflammatory lesions (Bracht-\Waechter bodies) in the 
nyocardium in subacute bacterial endocarditis are frequently inconspicuous and 
in general are without effect on intraventricular conduction 
f electrocardiograms in patients wit 


it 


In a large number 
h endocarditis they observed significant 
changes in the ventricular (QRST) complex in only one instance. Prolonga 


tion of the P-R interval was noted, however, in 


10 of the 123 cases. On the 
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Fic. 2. This photograph shows the right auricle and ventricle and the medial cusp of 
the tricuspid valve. Note an area (a) just above the anterior attachment of the leaflet 
This represents an ulceration about 9 mm. in diameter which had extended entirely through 
the septum from the larger ulcerated areas beneath the aortic leaflets. 


other hand White* recognizes that bacterial endocarditis may, rarely, be ac 
companied by severe myocardial ulcerations. He writes: “In very rare cases 
the process may cause an aneurysm in, or a perforation through, the ventricular 
septum, or from the left ventricle into the right auricle, or even a rupture of 
the auricular wall, and, also rarely, invasion of the upper ventricular septal 
region may damage the auriculo-ventricular bundle (of His) to cause heart 
block.” Blumer ® noted the frequency with which the mural endocardium is 
involved in the pathological process in subacute bacterial endocarditis, but em 
phasized the relatively slight involvement of the myocardium in this disease. In 
the 150 autopsies he reported, only seven had microscopic evidence of acute 
infection of the myocardium and in none of these is any special note made of 
damage to the conduction system. 

Mycotic aneurysms of the valves and shallow sub-endocardial ulcerations, 
then, occur quite commonly in subacute bacterial endocarditis but the myocardium 
is rarely perceptibly damaged in this disease. We have been able to find record 
of but four cases of bacterial endocarditis in the literature in which gross 











CASE REPORTS 


Fic. 3. This illustration (reproduced from Spalteholz) shows the location of the a-v 
1ode. Compare this illustration with figure 2, noting the relative positions in the two photo- 


zraphs of Tawara’s node and the perforating ulceration, the coronary sinuses, the 
ovale, and the tricuspid leaflets 


SSat 


mycotic ulceration or aneurysm had interfered with the conducting mechanism.” 

Wilson ® reported three instances of vegetative endocarditis in each of which 
a mycotic aneurysm involved the interventricular septum. In two of these cases 
heart block had been diagnosed clinically and the region occupied by the bundle 
of His was found destroyed by the ulcerating process. Both of these patients 
died suddenly. Rothschild et al.* reported sudden death in a patient with bac 
erial endocarditis who had shown electrocardiographic evidence of partial bundle 
Necropsy revealed an aneurysm of the sinus of Valsalva caused 


t 

branch block. 
hy the spread of the bacterial infection from the aortic leaflets to the aorta. 
(his aneurysm had projected into the interventricular septum and had partially 


* Since this was written Dr. Warren Cooksey has called attention to a similar instance 


his experience. A middle aged man had an atypical disease suggesting old rheumatic 
heart disease with a superimposed bacterial endocarditis. Electrocardiograms showed at 
rst a markedly prolonged P-R time. Later the patient developed complete heart block 
(demonstrated graphically) and died after about three or four days. Autopsy revealed 
changes characteristic of old rheumatic heart disease and also fresh warty vegetations on 
mitral leaflets. Just beneath the posterior aortic leaflet the vegetations had ulcerated 
rough the septum into the right auricle completely destroying Tawara’s node. This case 
vas discussed at a State Clinical-Pathological Conference but has not been published 
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intercepted the path of the left branch of the bundle of His. Stenstrom * re 
ported a case of bacterial endocarditis in which there was definite clinical an 


electrocardiographic evidence of heart block on the patient’s admission to the 
hospital. The first tracing showed complete auricular ventricular dissociation 
with an auricular rate of 73 and a ventricular rate of about 45; the P-R tim 
was 0.45 second. Subsequent tracings showed the block to have disappeare 
and the P-R time decreased to 0.26 second. The patient had repeated angin: 
seizures and died suddenly some two months after admission. Sudden death 11 
an anginal seizure was attributed to the necropsy finding of a thrombus in th 
anterior descending branch of the left coronary artery. Interestingly enoug! 
a healing inflammatory lesion, of the same nature as the fresh endocarditis. was 
found localized in the tissue of the auriculo-ventricular node and the bundle ot! 
His. A correlation was noted between the stage of healing of this lesion and 
the previous functional recovery of conductivity as shown in the electrocardio 
grams. 


SUM MARY 


Instant death in a patient with subacute streptococcal endocarditis is deserib 
At autopsy a large mycotic ulceration was found to have eroded through fro 
the left ventricle into the right auricle, largely destroying the region occupied by 
Tawara’s node. Other sub-endocardial ulcerations intercepted the path of the 
left branch of the bundle of His. Instant death in this patient was thought to Ix 
due to the sudden onset of heart block followed by ventricular asystole ot 


fibrillation. 
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SPLENIC VEIN THROMBOSIS AND ITS RELATIONSHIP TO 
BANTI’S SYNDROME; WITH REPORT OF A CASE* 


By Harry D. Lernorr, M.D., 


THe relationship between splenic 
been much discussed and, like most 
cause of disagreement lies in the different conceptions of it ally con 
stitutes Banti’s disease. On the one hand, many p1 t peak of the Banti 
syndrome and thereby testify to their belief that it is a group mptoms and 
pathologic changes which may have “al pathogenic factors \mong these 
factors they would include splenic vein 
gree with Banti in his conception 
stages as deseribed by him and is mat 
splenic thrombophlebitis, not howeve1 
many writers have suggested that the 
disease and that it may give rise to sympt 
review of literature, however, leaves one 
thrombosis is an important part of the 
lhe following report illustrates the difficulty 


hematemesis is the outstanding featur 


lhe patient was a white woman 


i 
September 23, 1933, complaining 


bloody diarrhea. On the day preced 
tively “ood health and had gyone to W ork 
severe pain in the stomach, vomited 
me tresh blood in her stool. She was 
bleeding gastric ulcer was made 
laced herself under the care of 
using sedatives and ice bags. U 
next morning on attempting to rise, 
mited blood and was then admitted to tl 
Her illness seems to have started 
it time, she began to have fainting 
unconscious and while in this state, blood 
his bleeding stopped before she regain¢ 
patient complained oft severe substernal 
ited for “ heart burn,” but without 
1924 while visitin: 


the stomach and fainted: while in 


On February 27, 


perated on Che surgical report was 

ere normal in size and position 

dposition and had several adhesions 
kened Pathological diagnosis: cht 
lhe patient had rather a 

eks. During this time she complained 
vomiting of blood. Seven months 


* Received for publication December 
From the Department of Medicine at 
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was operated on for bleeding ulcers. Following this operation all of her sympton 
were so aggravated that four months later another operation was performed; and 
again the patient found no relief. Unfortunately a report of the last two operative 
procedures was not obtained. 

Her hematemesis, epigastric pain, fainting spells and general weakness becany 
steadily worse and on September 8, 1925 she reéntered the same midwestern hospital 
On the day of her admission she was transfused and four 
This operation 








for further treatment. 
days later another operation for recurrent gastric ulcers was done. 
“An old median scar was excised. There were dens: 
adhesions of the omentum to the abdominal wall. All adhesions were separated ar 

the stomach examined. The duodenal-pyloric junction was thickened. The ulcer 
scar was found at the greater curvature just above the entrance of the circulation 
This ulcer was excised and the wound closed with double linen sutures. <A 






was reported to me as follows: 








; 


shi rt 






loop posterior gastro-enterostomy was done.” 

Again instead of getting better, the patient’s condition became definitely wors 
She was now unable to retain anything, vomiting blood and food almost continually. 
On December 5 another laparotomy was performed, of which the following summary 
report was obtained: “A midline incision was made and the old postoperative ad 
The stomach was brought into the operative field and thi 
The stump of the intestines was sutured. Il 
Stomacl 








hesions were broken down. 
old gastro-enterostomy scar excised. 
cision of the stomach sutured, the jejunum was replaced in normal position. 
opened and bleeding ulcer excised.” Laboratory diagnosis: “ Minute ulcers 
the duodenal mucosal surface, partially healed.”’ This last operative procedure agai! 
failed to give the desired therapeutic results. It is interesting to note that during tl 
last three operative procedures, the patient was pregnant and finally delivered a ful 
Her symptoms continued with some modifications until the time 









upon 








term living child. 
of her present admission. 

The past history of the patient brought out some very interesting points. 
had had most of the childhood diseases, namely, diphtheria, chicken pox, scarlet fever, 






S} e 







whooping cough and broncho-pneumonia. 

On further questioning, the beginning of her illness was featured by the vomiting 
of bright red blood, burning sensation and occasionally a bloody diarrhea. Later 
This pain was first located in the epi 








pain developed as an important symptom. 
gastrium, was very sharp, had no relation to food, and was associated with a larg: 
tender lump in the left hypochondrium. After the vomiting of blood, the pain and 
the mass would tend to disappear, leaving only a sensation of soreness. The patient 
complained of profuse menstrual flows and dates all her trouble from the time het 
Her fainting spells in the beginning of her illness were 
About two years before her admission, there was 









menses became profuse. 
associated with hematemesis. 
period of repeated chills, fevers and sweats, during which time she was 
There had been a moderate loss of weight. 






reated for 


She also 







malaria without any relief. 
complained of bruising very easily, so that at all times she showed subcutaneous 






hematomas. The family history was not remarkable. 
On physical examination she was moderately well nourished, and revealed littl 
The abdomen showed the scars 








of interest other than the findings in the abdomen. 
of the previous Operations and was very sensitive throughout, both to light and deep 
There was some rigidity of the epigastric region; the lower margin of the 
The liver was not palpable ot 







pressure. 
spleen was palpable just below the costal margin. 
The pelvic examination revealed a chronic vaginitis and endocervicitis 





enlarged. 
The lower extremities showed numerous ecchymotic areas. 

For a month following admission to the hospital the temperature, pulse and 
respirations were normal. Then chills, 
The fever at times reached 104.5° F. 







fevers and sweats developed and lasted fot 
with daily remissions. 






five weeks. 





CASE REPORTS 


Laboratory Studies. The vomited blood was bri 
reaction, suggesting that it might be coming trot 

of the stomach. 

Blood examination: The red blood cell 
81 per cent and the color index 0.8. The white blood cells numbered 9,800, wit 
polymorphonuclear neutrophiles 60 per cent; eosinophiles 4 per cent; 
per cent and mononuclears 3 per cent. The plate was 220.000 on admission. 
and 115,000 the day after. The coagulation time was 5 mi - the bleeding time 3.: 
minutes, and clot retraction was marked within 3 hour 

There can be no doubt of the importance of the platelet count in this condition 


750,000; the hemoglobin was 

:, 
) 
nit lymphocytes 33 


—_ 


In this case the count was made almost daily and in a general way it was noted that 


epigastric pain and hematemesis were more apt to occur when the platelet count had 


fallen to lower levels (table 1). 
s| 
Relation of Platelet Count 
PLATELET Cot 
220,000 
115,000 
125,000 
135,000 
120.000 
135,000 
185.000 
205,000 
225,000 
190,000 
130,000 
115,000 
160,000 
140,000 
135,000 
170,000 
160,000 
225,000 
200,000 
200,000 
operation 
265,000 
445,000 
300,000 


During the febrile period repeated 

nears examined for both malarial and fil 
and Felix-Weil reactions were also negative. 

The blood Wassermann reaction was one 
tive. Blood chemistry: creatinine, 1.5 mg 
uric acid, 4.0 mg.; calcium, 10.6 mg. 

The urine showed numerous pus cells ; lated with Trichomona 
Roentgen-ray studies of the chest showed normal heart and lung shadows with 
retro-cardiac space. The gastrointestinal series did not show any filling defects 
which might suggest an ulcer; though there was some barium retention in the stomach 
five hours after the beginning of the series. On November 20, 1933 esophagoscopy 
revealed two well formed varices present in the cardiac end of the esophagus 

In the foregoing the following might be emphasized: (1) The length of duration 
of symptoms, and their persistence following numerous surgical attacks on supposed 
peptic ulcer; (2) The pain in the epigastrium which was relieved by the vomiting of 
bright red blood; (3) The enlarged spleen, which grew larger just before an attack 
ot pain and then decreased in size after the vomiting of blood; (4) The tendency to 
bruise easily, associated with a rather low platelet count; (5) The occurrence of chills, 
levers and sweats; (6) The presence of esophageal vari 
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In attempting to make a diagnosis in this case the possibility of peptic ulcer 
seemed unlikely because of the lack of roentgen-ray evidence, the persistence oi 
symptoms after operation, and the atypical pain which had no relation to food but 
was relieved by the vomiting of faintly acid blood. Purpura hemorrhagica was 
eliminated by the normal bleeding, coagulation and clot retraction time, in spite of 
the presence of a relatively low platelet count and a palpable spleen. The sever 


substernal burning made us consider heart disease, but not seriously after the negative 


physical examination and the negative roentgen-ray findings in the chest. The chills, 
fevers and sweats occurring with regularity, and the presence of an enlarged spleen 
suggested chronic malaria, but repeated blood smears were negative. 

Consideration of the history and examination suggested that possibly some 


interference with the return circulation of the spleen might account for the whole 


disorder. Such an obstruction would cause an increase in the collateral circulation 
through the short gastric veins leading to the formation of esophageal varices, and 
whenever the burden on the splenic circulation increased, the spleen would enlarge, 
causing an increased pressure in the varices which clinically might manifest itselt 
as pain. Rupture of the varices would relieve this pain, and the patient would feel 
better. After healing of the ruptured varix, and restoration of blood volume the proc 
ess would start over again. The causes of such an obstruction include thrombosis of 
the splenic vein due to unknown causes, a tumor pressing on the splenic vein, post 


operative adhesions, a diffuse generalized fibrosis of the reticular system of the spleen, 


or a thrombophlebitis of the splenic vein. Because of the associated chills and fevers 
in this case, the latter was thought to be the cause, though it was considered possible 


that postoperative adhesions played a very important part. ‘Thrombophlebitis having 
been agreed on as the most likely possibility, splenectomy was performed on Novem 
ber 22, 1933, and was followed by an uneventful recovery. The patient had no un- 


usual abdominal pain following the operation. 
Three months after the operation the patient was completely free of gastric symp- 
toms. The vomiting of blood, the pain and substernal burning had stopped. Het 


general health was excellent. Immediately after the operation the ‘slet count rose 


to 445,000, the coagulation time four and one-half minutes, and the clot retraction 
was marked within seven hours. A blood count taken about ~wo months after 
splenectomy showed: red blood cells 3,770,000, hgb. 77 per cent and color index 1.() 
White blood cells 10,900, with polymorphonuclear neutrophiles 51 per cent, eosin 
philes 2 per cent, lymphocytes 44 per cent, and mononuclears 3 per cent. The platelets 
numbered 300,000. 


Dr. Earl Eaton, who performed the operation, remarked that he found multiple 


adhesions of the stomach and greater omentum to the anterior abdominal wall and 
liver in the upper right quadrant. The gall-bladder, duodenum and pylorus were 
covered by adhesions. The fundus uteri was adherent to the sigmoid by dense bands 
The liver appeared normal; the gall-bladder thin-walled, emptied readily, and con- 
tained no stones. The stomach showed several scarred areas on its lesser curvature 
and anterior wall. The spleen was three times its normal size and showed areas ot 
fibrosis throughout. The veins toward the stomach were large and varicosed. 

The pathologic examination of the excised spleen was carried out by Dr. W. | 
Youland who made the following report: The spleen measures 10 by 7 by 2 cm. It 
is fairly firm. On section considerable blood exudes. The venous channels are 
somewhat dilated. The Malpighian corpuscles stand out prominently, and the inter- 
vening tissue is dark reddish in color. Microscopic sections show dense cellular 
elements in the splenic interstices. A part of this cellular picture undoubtedly in- 
cludes a marked hypertrophy of the endothelium of the sinusoids. It is impossible 
to identify with accuracy the type of cells present, except for a preponderance oi 
eosinophiles which are scattered uniformly throughout the entire section. Thue 
sinuses are widely dilated. There is a considerable numerical increase in the lym- 
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CASE 


REPORTS 


phoid follicles. Virtually all of the follicles present app 
lymphoblasts. 
the form of 


amyloidosis. 


In many follicles a homogeneous e 
irregular anastomosing l 
The central arterioles of 


the splenic tissue appear to be definitely thickened with 


the rolicies 


changes than others. The lymphoid follicles in other 


crease of red blood cells which may be l l 
possibly to erythrocytic infiltration. Oil immersiot 
phagocytosis of red blood cells. Chere are no meg 

blood vessels, especially the vein suggests a possible fib: 
and also some dilation. No other definite changes 


DISCUSSION 


, , 
mbophlebitis 


As to the etiology of splenic vein thr 


occurs in children. Trauma may play an important 


which obstruct the flow in blood vessels, or local area 
flammation 
tribute. It has been suggested that physico chemical 
might in a way be responsible. Alteration in th 
the so-called platelet crisis and lead to thrombus 


may be causative agents. Postoperative 


( 


Rosenthal.* 
There can hardly be doubt that a thrombus in the 


the clinical picture which has been described as cl 
bitis of the Hc vein. 

findings is impertant in this connection. On thi 
McMichael * hav experimentally to pr 
tory animals; and Wohlwill ® showed that the presen 


in the splenic circulation did 


been unable 


not necessarily produce 
The original writings of Banti,’ quoted by Warthir 

or portal vein thrombosis was a constant factor 

because of this factor that these two conditions were tl 
On the other hand Vertan,?° 

describing a clear cut clinical picture of Banti’s disease, 

definite evidences of thrombosis in the splenic circu 


Banti’s disease. 


on spleens which were removed at operation and most 


thoroughly investigate the splenic and hepatic circulati 
tempted to show that Banti’s disease was in reality a c 
any one stage of the disease might dominate the clini 


studies in splenic vein thrombophlebitis have show1 


corpuscles show some fibrosis of the central artery, 


al 


and though endophlebitis is rare, it is occasional] 








of the follicles there is a definite, and in some, a marked 


strands, resemblit 


here are other areas showing a thinning out of the ce 
an increase of reticular fibrosis. The interstitial ue 
a whole suggests slight thickening, some sections showi 
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The failure of these investigators to find 
might be explained by the fact that practical y all of tl 


the splenic picture of real Banti’s. There is a modet 
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An occasional siderotic nodule 





some fibrosis, and a narrowing of the lumen. 
is present indicating hemorrhage. 

The symptomatology of splenic vein thrombophlebitis is characterized by 
chronicity, gastric distress and hemorrhages, an enlarged spleen, and symptomatic 
relief after the vomiting of blood. A mild anemia and the demonstration of 
Because of the multi 








esophageal varices help to make the diagnosis certain. 
plicity of symptoms which these patients present, a careful differential diagnos’s 
must include a consideration of peptic ulcer, hemorrhagic diseases, heart disease, 
chronic malaria, parasitic diseases of the spleen, and advanced Banti’s disease 

The prognosis is poor in untreated cases, as the patient will eventually dic 
from a severe hemorrhage. Following splenectomy recovery and comparatively) 
good health usually result.'* | The preoperative platelet count is important.’ 
It has been shown ‘ that where the count is high the mortality of splenectomy 1s 
markedly increased, the patients usually dying of a massive portal thrombosis 
probably related to the tremendous rise in the platelet count following operation 
Preoperative transfusion is of course indicated in very anemic patients. 











CONCLUSIONS 






1. Splenic vein thrombosis is essentially a phase of Banti’s disease. 
2. It is characterized by chronicity, an enlarged spleen, vomiting of blood 
which gives symptomatic relief, a moderate anemia and esophageal varices. 
The splenic tumor decreases in size after a hemorrhage. 

3. It is amenable to surgical removal of the spleen. 

4. The surgical risk is in direct proportion to the platelet count; the higher 







the count, the poorer the prognosis. 
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CASE REPORTS 


ALLERGIC CORYZA AT MENSTRUATION FROM OVARIAN 
HORMONE 


By FRANK A. Riesec, M.D., 


THE symptoms which may be associate¢ 


iried. ‘The majority of them are plai 
structural changes in the genital tract: 


mena 


allergic basis for the phen 


I. S., married, a white female age 
these began regularly the day before 
initial symptoms were malaise and fronta 
nasal obstruction, chills, fever 
he patient had beet 
Phe disability 


7) 


neezing, 
hours of the onset t 
period for one year. 
lowed by symptoms diminishing 
nasal dischat was 


hickness of the 
no lachrymation 


rils. There wa 
For about the same length oft 


me 
1) 


had been present for brief periods. TT 
ryzal attacks, but also occurred at other 
agent here, but without 1 
the heart 


ci 
an etiological 
and chest were all negative 

basal metal 
| 


pega 


Kahn test was negative and the 
Menstrual History: The periods 


if the 28/5 day type. Two children 


he present illness the intervals had chat 
Family and Past History: The m 


“tol 


(here were no other hereditary fac 
ensitivity to absorbent cotton for year 
In the belief that the coryza might 
tests were made as follows: 
On November 10, 1933, which was 
menstrual period, a cutaneous 
rystalline folliculin as a test reagent 
intly positive reaction was elicited. 
On November 13 and 16, the test w: 
vain elicited. On November 19 and 22, tests were neg 
The patient was menstruating and was bedfast on N mil December 
iene mber 3 to ‘ t] s period. the 


tests were ne 
ndition being 


( 


2,7, 10 and 12, cutaneous 
itient was suffering from acute rhiniti 
discussed 
On December 14, one c.c. of aqueous 
ibcutaneously. Six hours later malai 
similar to, but not quite 
ber 18. On December 


rVZa so inten 
remained until Decem 

il no evidences of coryza. One c.c. 
ugh to elicit mild symptoms of cory; 


#4 On December 25, folliculin was ag 


ryza which lasted for two days. 


er 


1935 
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On January 8, one c.c. of folliculin was sprayed on the nasal mucosa. This gave 
rise to a coryza within 30 minutes, which lasted through January 9. 

On January 10, the patient being free from symptoms, folliculin was again ad 
ministered intranasally. Symptoms reappeared promptly to last through January 11 
and 12. On January 15, folliculin was administered subcutaneously; this brought 
forth a very slight reaction. From January 16, to 19, the patient was menstruatin 
and was free from symptoms for the first time in over a year. 

From January 25 to March 31 exclusive, 13 doses of folliculin were administered 
by means of vaginal suppositories at from three to five day intervals. On two ot 
these occasions mild symptoms of malaise appeared; on the other days there was n 
reaction whatever. 

From February 10 to 14 and again from March 14 to 18 normal menstruatior 


took place. 


Our evidence that the coryza is allergic may be summarized thus: 

(1) A positive cutaneous reaction (though not marked) was secured. 

(2) The allergic manifestation was artificially reproduced at will by th 
administration of folliculin. 

(3) Tolerance to the agent was secured by repeated administrations whic! 
resulted in the total relief of symptoms. 

It would seem, therefore, that in this case folliculin has been proved to be ai 
allergic agent, giving rise to a coryza at the menstrual period, by some mechanism 


which we are not prepared to explain. 





EDITORIALS 


EMOTIONS AND 


THE appearance just recently of an extensive bibliography ' upon the 
subject of the relation of the emotions to bodily changes should help to 
stimulate further thought among internists upon the status of this problem 
in the practice of medicine. The consultant internist especially will be in 


terested since a large fraction of consultant practice is made up of thos« 


cases which present the problem of assessing the proportionate parts played 


by psychic and somatic factors in the development of the patient's disability 
both factors we have come to believe are involved in most cases but in som« 
the dominant role is played by organic disease and in some by the psychic 
disturbance. The nature of these complex interrelationships is still all too 
obscure. A better understanding of their scope, a deeper insight into theit 
modus operandi are urgently needed to bring this lagging wing in line with 
the front of medical advance. 

In the field of diagnosis the question presents itself to the practising 
physician almost daily in this form: 

How may disturbances in bodily function not accompanied by known 

structural changes in the tissues, but associated with important dis 

turbances in the psyche, be differentiated from disturbances in bodily 
function which are associated with important structural changes and 
are accompanied by relatively minor disturbances in the psyche? 

The usual method of procedure is to obtain a careful record of the symp 
toms, from the patient’s own account of them and by observation of the 
objective phenomena which are detectable during their occurrence; and, 
further, to determine if possible, by physical examination and by special 
tests the nature of the functional abnormalities 


of structural changes. ‘These methods are carried out with varying degrees 


and thx presence or absence 


of thoroughness and skill according to the of the physician, the in 


tX lligence of the patient, and the availability O Sp cial tests involved 


The study of the psychical component of the illness is of course of equal 


importance in such a differentiation. Skill in this study is certainly rarer 
than is skill in the study of objective bodily phenomena. ‘There is current 
among psychiatrists an impression that the avera hysician totally ignores 
This is certainly an unfortunate error de 

pendent in part upon the isolation of the average psychiatrist from the field 


] 
; 


he sees very much more ot 


the importance of such a study. 


of general practice and in part upon the fact that 

the failures of the practitioner than of his successes. In part too it may 
he due to the fact that methods of study vary so widely in this field and that 
the busy practitioner's “ sizing up” of the patient's situation and of his 


1 Dunsar, F, H.: Emotions and Bodily Changes. A 
matic Interrelationships 1910-1933 ublished for Thi 
Columbia University Press, New York 
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psychic reactions to it, seems too crude to the psychiatrist to be given any 
credit at all. Yet to those who are in closer touch with the realities of 
medical practice it will not seem an exaggeration to state that those physi 
cians who attain success in general practice are almost universally possessed 
of a keen discrimination in differentiating the psychic disturbances which ar: 
dominant in a disease picture of functional type from those which are merel) 
associated with important organic disease. Nor will it seem exaggerated 
to say that lasting success in general practice is largely dependent upon 


efficient discrimination of this type. 

The method described above as being that in general use for solving th« 
question as to the differentiation of these cases in which psychic and somatic 
disturbances coexist is dependent for its efficiency upon the existence of 
detectable differentiae between functional somatic disturbances due to or 
ganic disease and those not due to organic disease; and likewise between 
psychic disturbances whose causes lie in the relations of the psyche to th 


external environment in the broadest sense, and those which have arisen in 
response to somatic dysfunctions. 

It must be acknowledged that while the accuracy of diagnosis of non 
organic functional disturbances is well supported as a rule by the observed 
later course of these patients, this is less uniformly true of our diagnosis of 
organic disease. We still urgently need new methods of differentiation 
Too many gross errors are still made in both directions; too many cases 
treated with drugs or by surgical procedures for conditions requiring pri 
marily psychiatric care ; and too many organic conditions passing undetected 
under the guise of neuroses. 

The question arises whether the advance will be made by further per 
fection of the methods of somatic diagnosis or by progress in the field oi 
psychiatric study. 

Many have stated that from the point of view of immediate improve- 
ment in the existing level of medical practice in this respect the most urgent 
requisite is that more psychiatric training should be given to medical students 
since the average physician is undoubtedly weaker on this side than in his 
knowledge of the structural aspect of disease. This is no doubt true and 
the present widespread tendency to increase the time devoted to psychiatry 
in the curriculum will be justified. 

Ultimately, however, it is questionable whether psychiatry, at least in 
any of its present forms, will furnish the practitioner with a further advance: 
in method of study of such problems beyond what is now available. At 
least one may say that Dunbar’s compilation of the writings of psychiatric 
authors in the last twenty-three years on psychosomatic interrelationships 
contains very little which promises further help. It appears to be a su 
prisingly uncritical literature, devoted in large part to semi-philosophical 
speculations, inclined too often to deal with assumptions as if they wer 
proved facts, and betraying in its fertility as to terminology an attempted 
compensation for its sterility as to tangible accomplishment. We hav 
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learned more in these last twenty years of the nature of the relationship h« 


. 
tween mind and body from a few physiologists such as Pavlov and Cannon 


than from all the psychiatrists. It is not to be wondered at Lmotions pel 
repercussions upon iY lily 


se are immeasurable and imponderable, but thei 
behavior lend themselves to quantitation. It seems probable that as the 
mechanisms which bring about these bodily changes become better known 
we shall find in them distinctive characteristics i measurable nature which 
will differentiate them from those mechanisms set at play through the m 
chanical, toxic or metabolic effects of inflammatory, neoplastic, or degenera 


tive diseases. 
DINITROPHI 


In our next issue there will be published a brief report on eight cases of 
rapidly developing cataract appearing in relatively young women during or 
shortly after treatment with dinitrophenol for obesit With the consent 


1 1 


of Dr. W. W. Boardman, the author, this advance notice is given to our 
readers of this new danger associated with the use of this drug. Its employ 


ment in the Stanford Clinic has been discontinu 
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The Principles and Practice of Neurology. 
TRANCHELL Hayes. xx + 333 pages, with 114 illustrations. William Heine 
mann, Ltd., London, England. 1934. Price 25 


Ss . 


In the preface the authors state that “the purpose of this book is to present t 
the student and practitioner of neurology the essentials in the clinical examination 
diagnosis, and treatment of nervous diseases.” On the first score they have suc 
ceeded admirably. The first 55 pages are devoted to the clinical examination. Thi 
authors chose wisely in having Professor G. H. Monrad-Krohn present this important 
section. It is a careful, concise presentation on the methods of examination and 
actually an abridged presentation of this author’s excellent textbook, “ Clinical E» 
amination of the Nervous System.” Any student mastering these chapters should he 
able to do a careful and intelligent examination. The method presented is essential] 
the one used and taught by the British School of neurologists. Professor Monrad 
Krohn, although a Norwegian, has studied extensively in England. This chapte: 
includes a few pages on history taking, discussion of cranial nerves, motor syste 
sensory system, and reflexes. The appendix to these chapters includes the electrical 
examination and an excellent discourse on aphasia. 

Part II of the text presents the major neurological disorders of the nervous 
The plan of these chapters is very disturbing and will undoubtedly | 
Obviously it is a very difficult task to present the 


system. 
grossly confusing to students. 
subject of neurology in a single volume, consequently 
grouping of diseases is the first requirement. This seems to 
Chapters 2 and 3, for instance, cover thirteen entities, ranging from exophthalm 


some orderly and logical 


be entirely lacking 


goiter to the neuralgias. 
Chapter 4 discusses the hereditary and familial nervous diseases. This grouping 
has the advantage of impressing the student with the magnitude of this great group 


of diseases. On the other hand, it would seem difficult for the beginner because « 
the lack of anatomical and pathological grouping. Diseases such as the myopathie 
have little in common with Wilson’s disease, for instance, except t 
of being hereditary affections. 

Under the heading of “ Epidemic Diseases of the Central Nervous System ” 
Chapters 5 and 6, both epidemic and non-epidemic subjects are discussed. Further 
it is difficult to see why cerebellar palsies in children and hydrocephalus should bé 
Many other such odd groupings will be found throughout 


? + 
ne common tactot 


classified in this section. 
the book. 

In the discussion of each disease, a uniform plan is adhered 
etiology, signs and symptoms, differential diagnosis, prognosis and course, and treat 
Many of these disease pictures are clearly drawn, notably multiple sclerosis 
. subacute cor 


to: definitior 


ment. 
Very little emphasis has been placed on treatment. The treatment ot 
bined degeneration seems very inadequate. In the treatment of Meniere’s diseas¢ 
no mention is made of surgical section of the eighth nerve. 

The book as a whole does not seem to be an ideal student’s text, and is not de 


I. G. A., Jr. 


tailed enough for a reference work. 5s Ri ay] 


Disease, Gadfly of the Mind. By Witiiam ALLEN Pusey, A.M., M.D., LL.D. 20) 
pages; 17.5 & 24.5 cm. H. K. Lewis and Co., Ltd., London. 1934 
“That which has led us to where we are is not the beckoning of a plump at 
genial angel . . . but shrewd prods from the sharp stick of necessity.” The author’ 
thesis, in this the Prosser-White Oration before the St. Johns Hospital Dermatolog 


he most ac 


cal Society, is that diseases as a goad to thought have been among t 
96 














igents in the making of the mind a 
1 til respect as diseases oO! the 


onstitutes the body of this most 


pages; 13 * 18 cm 


Price, $1.00. 


Lectures from which the studet 


ind finer conception of the physician’ 


Harvey Lectures, 1933-1934, 
CLARK, Ross G. Harrison, 
STREETER, THOMAS M. RIVER 
mm. Williams and Wilkins Cor 
he Harvey Lectures are seldon 

ndeed the alert internist will find 

not of his comprehension. In tl 
vapers of the greatest value to 

Dyer on “ Typhus and Rocky Mountai 

uthoritative statement of the broad 

timulating also are the lectures by 
Clinical Application of Some Recent 
The Estrogenic Substan 
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atment by JL/tet 
pages; 15 X 23 
This is a well 
ietotherapy contains usetul 
here is little discussion 
ses of individual foodstu 
the diets useful in individual dis¢ 
he author makes a useful distinctior 
mportance and conditions in whicl 
ns the usual food tables and a 
idequate index. 
5 mplifie d Diabetic Manageni 
211 pages; 19.5 x 13 
1934. 
The usual feature 
the authors fot calculating the 
Line-ration scheme ” introduced by 
is used in conjunction with a 
hich automatically gives the proper 
ption, as well as the number of food 
The book contains the usual subject matte 
type, and in general the material is present 
odern conception of shock in diabetic cor 
a matter which most students now believe 
idosis, receive almost no consideratiot 
in all cases in which surgery is contempl 


; 


L\ be discovered.” The book contains tal | 
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JAMES ALEXANDER MILLER, A.B., A.M., M.D., Sc.D., 
F.A.C.P.,. NEW YORK CITY 


PRESIDENT OF THE AMERICAN COLLEGE OF PHYSICIANS 
1935-1936 


Born, Roselle, N. J., March 27, 1874; graduated from Princeton Uni 
versity, A.B., 1893; A.M., same, 1894; College of Physicians and Surgeons 
of Columbia University, M.D., 1899; Columbia University, Se.D., 1930. 

Dr. Miller interned in the Presbyterian Hospital, New York City, 1899 
1901. He has been connected with Bellevue Hospital since 1903. He 
began as Assistant Visiting Physician in General Medicine, First Division, 
later being promoted to Visiting Physician, holding this appointment for 
ten years; whereupon he became Visiting Physician in charge of the Tu- 
berculosis Service, resigning his former position in General Medicine. This 
latter position he has held continuously for more than twenty years. 

For the past fifteen years, Dr. Miller has been Professor of Clinical 
Medicine in Columbia University College of Physicians and Surgeons. He 
is Consultant to the New York Postgraduate Medical School and Hospital, 
to the Methodist Episcopal Hospital, to the Trudeau Sanatorium and to 
Sprain Ridge. He is also Consultant in Tuberculosis to the Presbyterian 
Hospital. 

Dr. Miller has been President of the New York Tuberculosis Associa- 
tion, the National Tuberculosis Association and the American Clinical and 
Climatological Association. He is a Trustee of the New York Academy of 
Medicine, and has been Chairman of its Public Health Committee for the 
past fifteen years. He is President of the Board of Trustees of the Trudeau 
Sanatorium. During the World War, he was Medical Director of the 
Rockefeller Tuberculosis Commission in France, and was Major of the 
\merican Red Cross. He received the decoration of Chevalier Legion 
d’Honneur. He is a member of the Central Council Charity Organization 
Society, a member of the Board of Managers of the Association for Im 
proving the Condition of the Poor and a member of the Technical Board 
of the Milbank Memorial Fund. In addition, Dr. Miller is a member of 
the New York Medical and Surgical Society, the New York Practitioners 
Society, the American Association of Thoracic Surgery, the American 
Clinical and Climatological Association, the New York Academy of Medi 
cine, the American Medical Association and the Association of American 
Physicians. He is also a member of the University, Century and Deepdale 
Clubs. 

Dr. Miller is the author of a large number of scientific articles dealing 
primarily with diseases of the chest, especially tuberculosis. He contributed 
the chapter on “ Chronic Pulmonary Disease "’ in Musser’s /nternal Medi- 
ine, published by Lea and Febiger; he contributed the chapter on “ Pul- 
monary Tuberculosis ’’ in Nelson’s System of Medicine. 

Dr. Miller became a Fellow of the American College of Physicians in 
1926, and has served on its Board of Regents since 1928. He has been 


particularly active on its Committee on Public Relations and its Committee 
He enters upon his term as President with an intimate knowl- 


on Finance. 
edge of the College’s problems, and with a deep appreciation of the respon- 


sibilities of the organization. 
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ERNEST B. BRADLEY, A.B., M.D., F.A.C.P. 
LEXINGTON, KY. 


PRESIDENT-ELECT OF THE AMERICAN COLLEGE OF 
PHYSICIANS 1935-1936 


Born, Lexington, Ky., May 16, 1877; educated in the Lexington Pub 
lic Schools; Transylvania University, A.B., 1895; Postgraduate study in 
Chemistry, University of Kentucky, 1895-1896; Instructor in the Fayett« 
County (Ky.) Schools and the Lexington City School System for five years ; 
University of Michigan Medical School, M.D., 1904; Interne, New York 
City Hospital, 1904-1905; postgraduate research work in New York City, 
1906. Dr. Bradley has practiced medicine in Lexington, Ky., since 1907 
He has held the following appointments: City Bacteriologist, Lexington, 
1908-1925; Part-time Health Officer, Fayette County (Ky.), 1909-1924; 


th, 1924 to date; Member, Lex 


Chairman, Fayette County Board of Heal 
ington City Board of Health, 1932 to date; Visiting Physician, St. Joseph’s 
Hospital and Good Samaritan Hospital, 1907 and 1909 to date, respectively ; 
Member, Medical Advisory Board, Julius Marks Sanatorium (for Tu 
berculosis ), Lexington, 1921 to date 

Dr. Bradley is a member and ex-President « 
icky Midland Medical Society, a mem 


yf the Fayette County Medical 


Society, an ex-President of the Kentuck. 
ber of Kappa Alpha and Nu Sigma Nu fraternities, member of the Kentucky 
the American Medical Association, 


State Medical Association, Fellow of 
nd ex-Chairman ot the Section 


member, ex-Vice Chairman, ex-Secretary a 
on Medicine of the Southern Medical Association and member of the 
\merican Clinical and Climatological Association. During the World War, 
he was Major in the Medical Corps of the | ' 
Medical Service of X-section, Camp Jackson, C ia, S. C., and for a 
nry Ford Hospital, Detroit, 


ing as Chief of 


time was Chief of Medical Service 
Mich. He has been a member of the Lexington Clinic since its organization 
in 1920. 

Dr. Bradley became a Fellow of th ) 
1919. He served as the Governor for Sta f Kentucky since 1926, 
and as Chairman of the Board of Governors sit the death of the former 
Chairman, Dr. W. Blair Stewart, of Atlantic City, in 1933. For a num 
ber of years, Dr. Bradley has been a membet 


ae . 
HIS aAbDlillty al d tink 


Physicians in 


the { ommiuttee on (Creden 


tials, where he has given unstintingly of 
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GIFTS TO THE COLLEGE LIBRARY 


Acknowledgment is made of the receipt of the following donations to the College 
Library of publications by members: 

Dr. Edward Schons (Fellow), St. Paul, Minn.—1 reprint; 

Dr. Arthur A. Shawkey (Fellow), Charleston, W. Va.—l1 reprint; 

Major James S. Simmons (Fellow), Ancon, C. Z.—1 reprint. 


Dr. J. K. Pepper (Fellow), Winston Salem, N. C., was elected first Vice-Presi 
dent, Dr. L. B. McBrayer (Fellow), Southern Pines, N. C., was reelected Secretary 
Treasurer, Dr. Wingate M. Johnson ( Fellow), Winston Salem, N. C., was elected a 
member of the House of Delegates to the American Medical Association for tw 
years, and Dr. C. C. Carpenter (Fellow), Professor of Pathology, Wake Forest Col 
lege, was appointed Chairman of the Committee on Cancer for the ensuing year. 


Dr. Allen H. Bunce (Fellow), Atlanta, Ga., has retired as Secretary- Treasurer 
of the Medical Association of Georgia after 15 years. 


Dr. Paul H. Ringer (Fellow), Asheville, N. C., was inducted as President of the 
Medical Society of the State of North Carolina at their meeting in Pinehurst in May 
Dr. P. P. McCain (Fellow), Sanatorium, N. C., was the retiring President. 


Dr. Verne S. Caviness (Fellow), Raleigh, N. C., and Dr. J. Buren Sidbury 
(Fellow), Wilmington, N. C., were guest speakers at the spring meeting of the Third 
District Medical Society of North Carolina, held at Jacksonville, N. C., May 31. 


Dr. Bernard L. Wyatt (Fellow), Tucson, Ariz., addressed the annual meeting of 
the Nebraska State Medical Association at Omaha, May 14 to 16, on “ The Treatment 
of Chronic Arthritis” and “ The Economic Aspects of Chronic Arthritis.” 


Dr. Frederick T. Lord (Fellow), since 1930 Clinical Professor of Medicine at 
Harvard University Medical School, has retired from the faculty as Professor 


Emeritus. 


The Fifth Annual Fever Conference for physicians and others interested in the 
production of fever by physical methods and its use in the treatment of disease wa 
held at Dayton, Ohio, May 2 to 3. Among those who addressed the meeting were 
Dr. Philip S. Hench (Fellow), Rochester, Minn., “ Results of Fever Therapy fi 
Gonorrheal Arthritis, Chronic Infectious (Atrophic) Arthritis and Other Forms ot! 
‘Rheumatism’”; Dr. Walter M. Simpson (Fellow), Dayton, Ohio, “ Report. o1 
Fever Therapy Research at Miami Valley Hospital”; Dr. Frank H. Krusen (Asso 


ciate), Philadelphia, Pa., “ Studies of Blood Picture Before and After Fever 


Therapy”; Dr. Ralph H. Kuhns (Associate), Chicago, “ Present Status of Feve1 
Therapy for Dementia Paralytica in the State Hospitals of Illinois,” 
102 
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Dr. William A. White (Fellow), Professor of Nervous and Mental Disease 
t George Washington University School of Medicine, and Superintendent ot St 
Elizabeth’s Hospital, Washington, D. C., delivered a seri f three lectures kn 
s the Thomas William Salmon Memorial Lecturé t the New York Academy oft 
Medicine during April 


Dr. David A. Tucker, Jr. (Fellow), Associate Clinical Protessor ot Contagious 
Diseases at the University of Cincinnati College of Medicine, has been appointed Pro 
fessor of the History of Medicine in the same i1 


Dr. Philip F. Barbour (Fellow) and Dr Cook Smith (Fellow) wer 
imong those on the teaching staff of the Children’s Free Hospital, Louisville, Ky 
where a 10 weeks’ course in Pediatrics has been conducted under the auspices ot 


American Academy of Pediatrics. The course extended from April 24 to June 26 


Under the Presidency of Dr. Samuel | Phompsot1 Fellow Nert . CXa 
he 69th Annual Meeting of the Texas State Medical Association was held in Dall 
Mav 14 to 16. Among guest speaker were the follow1 D1 Joseph | Milles 
Fellow), Chicago, “ Recent Advances in Our Knowledge of the Thyroid Gland” 
Dr. Horton R. Casparis (Fellow), Nashville en! \llergy in Children”; Dr 
Arthur U. Desjardins (Fellow), Rochester, Mim Radiotherapy for Acute and 
Chronic Inflammatory Conditions ” 
\linn., “* Cancer as We Comprehend It.” 


Dr. Charles W. Burr (Fellow), Professor Emeritu f Nervous and Mental 
Diseases, University of Pennsylvania School of Me ne, v the recipient of the 
lfth annual Strittmatter Award of the Philadelphia County Medical Society r 
ently A bronze tablet bearing the names of three benefactors of the County Society 
unveiled. The names included were Dr. Isidor P. Strittmatter, donor of the 
rd, Dr. James M. Anders ( Master), founder of the Library, and the late D1 
vrence Webster Fox, a contributor to the support 


Under the Presidency of Dr. Henry Kennon Dunha Fy A Cincinnati, Ohio 
National luberculosis Associatior held its thirtv-first wu 11 eetin it Saranac 
ke, N. Y., June 24 to 27. Many Fellows of the College took part in the 


Under the Presidency of Dr. Ernest E. Irons ( F¢ 0. the second an 
| meeting and the fourth conference of the Amer Association for the Study 
Control of Rheumatic Diseases was held at Atlant Citv, June 10 Halt the 


7 1 ’ ‘ ‘ ‘ 
was devoted to consideration of chronic arthrit ! t ther iit to rheumatic 


Dr. Charles F. Craig ( Fellow), New Orleans, | been elected President of 


\merican Academy of Tropical Medicine for 1935 1936 


Dr Earl B. McKinley (Fellow - \\ shingto1 2. ( reele ted secretar' 
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Dr. Louis H. Fligman (Fellow), Helena, Mont., has been appointed Vice-Presi 
dent of the Montana State Board of Health. 


Dr. T. Grier Miller (Fellow), Dr. Richard A. Kern (Fellow) and Dr. Charle 
C. Wolferth (Fellow), formerly Assistant Professors, have been advanced to fill thre: 
new Clinical Professorships established at the University of Pennsylvania School oi 
Medicine. 

Dr. Truman G. Schnabel (Fellow) has been advanced from Assistant Professor 


of Medicine to an Associate Professorship. 


A portrait of Dr. Martha Tracy (Fellow), Dean of the Woman’s Medical Col 
lege of Pennsylvania, has been presented to the College on its eighty-fifth anniversary 


and the twenty-fifth anniversary of Dr. Tracy’s connection with the College. The 


resentation was made by Dr. Ellen C. Potter (Fellow), of Trenton, N. J. D1 
I ; : 
[racy was personally presented with an automobile by the trustees, faculty, students 


and friends of the College. 


Dr. Lewellys F. Barker (Fellow), Professor Emeritus of Medicine, Johns Hop 
kins University School of Medicine, delivered the Abner Wellborn Calhoun Lecture 
on the * Treatment by the General Practitioner of the More Common Diseases of the 
Nervous System,” in connection with the annual meeting of the Medical Association 
of Georgia at Atlanta, May 7 to 10. 


Among Fellows of the College who have delivered lectures during the months oi 
May and June in connection with the Ballin Memorial Lectures at the North lend 
Community Clinic, Detroit, were Dr. Solomon Strouse (Fellow), Chicago, ‘ Obesity 
and Malnutrition, Their Causes and Management”; Dr. Robert C. Moehlig ( Fellow ) 
Detroit, “ Pituitary Disturbances ”; Dr. Hugo A. Freund (Fellow), Detroit, “ Thy 
roid Disturbances’; Dr. I. M. Rabinowitch (Fellow), Montreal, “ Newer Views 1 
the Diagnosis and Treatment of Diabetes Mellitus.” 


Dr. Marcus W. Newcomb (Fellow), Browns Mills, N. J., was inducted as Presi 
dent of the Medical Society of New Jersey at its one hundred and sixty-ninth annual 


meeting at Atlantic City, recently. 
OBITUARIES 
DR. HENRY AARON NORDEN 


Dr. Henry Aaron Norden (Fellow), of Fort Wayne, Ind., and Chicago, 
Ill., died May 1, 1935, of hemiplegia, hypertension and arteriosclerosis. 

Dr. Norden was born in New York City in 1867, but later removed to 
Chicago, where he received his preliminary education under private tutors and 


his medical training at the Rush Medical College, from which he graduated in 
1889. Although he had been retired from active practice of medicine for 
some time, he was formerly attending physician to the Cook County Hos- 
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pital, Chicago, Superintendent of the Winfield Tuberculosis Sanatorium, 
Chicago, Consulting Physician to the Chicago Municipal Sanatorium and 

5 $ b | 


Professor of Chest Diseases and Junior Dean of | oyola University School 


of Medicine. At one time he was the School Health Officer of the City of 


Chicago. He had been a Fellow of the American College of Physicians 
since 1919. 


DR. JAMES HUNT ROYSTER 


Dr. James Hunt Royster (Fellow), born at Townsville, North Carolina, 
June 29, 1892, died at his home at Richmond, Vir 
1935. He was the son of the late Dr. Thomas S. Royster and Sally 
\lston Royster. His early education was received in the private schools it 
his county and he was graduated from the Warrenton, North Carolina, 
High School in 1909. He entered the University of North Carolina, fron 


which he was graduated with the degrees of Bachelor of Arts and Master of 
\rts in] 1913. He entered the Medical ( olleg« ot \ Iirginia that sam year, 
where he pursued his studies for two years, transterring to the Jefferson 
Medical College in Philadelphia, receiving his medical degree in 1917. He 
immediately was commissioned as Lieutenant—Junior grade, in the United 
States Navy, in which service he remained until 1921 He spent practically 
the entire duration of the war in foreign waters \t the expiration of th 


war he returned to the Brooklyn Naval Hospital where he remained on dut 
until his discharge from the service in 1921. Shortly after his return from 
overseas, he was promoted to the rank of Lieutenant—Senior grade, in thx 
United States Navy. 

Dr. Royster had always been interested in psychiatry, and made a special 
study of it during his service in the Navy lhus, in 1921 he was appointed 
associate chief of staff at the Westbrook Sanatorium in Richmond, Vi 
ginia, which institution he served until his death 

He was a member of the Governor's Advisory Board of Mental Hy 
lle belonged to the Richmond Academy of Medicine, the Medical Sock ty ol 
Virginia, the Southern Medical Association and the American Medical As 


sociation. In 1930 he was made a Fellow of the American College of Physi 


~ 


1 


cians. He was a member of the Pi Kappa Alpha Fraternity and the Phi Chi 
Medical Fraternity. At the time of his death he was Vice-Chairman of th 
section of Neurology and Psychiatry of the Southern Medical Associatior 
He is survived by his wife, Mrs. Louise Moss Royster of Richmond, 
Virginia, his brother, Dr. Thomas S. Royster of Henderson, North Car 
lina, and two sisters, Mrs. William B. Tarrey of Townsville, North Caro 
lina, and Mrs. Salley Royster Vaughan of Wilson Mills, North Carolina 
Dr. Royster’s large circle of friends will mourn his death. He was a 
loyal friend and greatly beloved by all those with whom he came in contact 


FINLEY GAYLE, F.A.C.P 
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DR. WALTER FORD HENDERSON 


Dr. Walter Ford Henderson (Fellow), born January 3, 1892, near 
Shreveport, La., died at New Orleans, April 18, 1935. 

Dr. Henderson was graduated from Millsaps College, Jackson, Miss., 
in 1912. He received his medical degree from Vanderbilt University Medi- 
cal School in 1916. 

From August 1917, until June 1918, he served as Lieutenant in the 
Medical Corps of the United States Army at Fort Riley, Kansas, at which 
time he was honorably discharged on account of physical disability. 

Following this he practiced medicine at Shreveport, La., and at DeRid- 
der, La. In 1921 he began the intensive study of Roentgenology, pursuing 
postgraduate work at Tulane University, Johns Hopkins Hospital and thi 
University of Michigan. He later became Director of the Roentgen-Ray 
Department of the Baptist Hospital in Jackson, Miss. In 1925 he becanx 
Director of the Roentgen-Ray Department of Touro Infirmary in New 
Orleans. In December 1932, he resigned from the Touro Infirmary to go 
to the Mayo Clinic for an operation for gastric ulcer. 

After recovery he returned to Jackson, Miss., May 1933, again to b« 
come the Director of the Roentgen-Ray Department at the Baptist Hospital, 
which position he held until his death. 

Dr. Henderson was a member of the Central Medical Society, Orleans 
Parish Medical Association, New Orleans Gastro-Enterological Society, Mis- 
sissippi State Medical Society, Louisiana State Medical Association, South- 
ern Medical Association, American Medical Association and the Radiolog 
cal Society of North America. He was also a member of the Phi Rh 
Sigma Medical Fraternity and the Kappa Alpha Social Iraternity. He was 
President of the Mississippi Art Association and a member of the E-xecutive 
Committee of the New Orleans Art Association. He became a Fellow of 


The American College of Physicians in 1928. 
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EXCERPTS FROM 


OF THE 


BOARD OF REG] 


The 
ical Session of the 
35, presided over by the President, Dr Jonathan ¢ 


first meeting of the Board of Regents, in cont 
American Colleg: 


e Board present: Dr. Jonathan C. Meakins, D1 
ons, Dr. James F. Churchill, Dr. William D. Stroud 
tt, Dr. James B. Herrick, Dr. Clement R. Jones 
erring, Dr. John H. Musser, Dr. O. H. Perry Pe; 
uther F. Warren, Dr. Roger I. Lee, Dr. Sydney R. M 


Gill Richards, Dr 


Ernest B. Bradley, and the Execut 
\fter reading of the Minutes of the previous meeti! 


I 


e Executive Secretary presented the communications 


r 


r¢ 


Dr. O. H. Perry Pepper presented a recommend 
linical”’ in the name of the annual meeting, givit 
meeting the College holds, and, second, that it is 
sent title would indicate a program of clinical sess 
On motion by Dr. Pottenger, seconded by Dr. He 
RESOLVED, that in the future the annual meeting s 
\merican College of Physicians.” 

he tollowing resignations, acted upon sepat I 
Dr. Arthur W. Grace, New York, N. Y 

ares: 

Dr. Bernard T. Brown, Cazenovia, N. \ 

Dr. John R. Claypool, Mt. Vernon, Ol 

Dr. Albert J. Michels, East Liverpool, Ol 

Dr. Daniel B. Street, Jersey City, N. J 

ren cases involving fees and dues of I 

ally acted upon. 

On motion by Dr. Ernest B. Bradley, seconded 


t 


ied, 
Ry that in order to 
s, fees and dues, in the future, 
to one of the standing committees, 
ee shall bring in its recommendations 
Dr. Harry Brandman (Associate), Whiting, 
failure to take up election in accordance with provis 
In the absence of the Secre tary-Gene ral, Dr 1] 
dent Meakins presented his report, including, an 

of 18 Fellows and nine Associates since the 1934 


it was 
SOLVED, expedite the 
the Exe: 


to he de Signat¢ 


nitty 
] 


to the 


ed to the Board were 

a's. 

Dr. E. Rodney Fiske, New York, N. ‘ 
Dr. Edgar Moore Green, Easton, Pa 
Dr. J. R. Morrison, Louisville, Ky 

Dr. James Hunt Royster, Richmond, Va 


| 


Dr. Harry S. Wagner, Pocasset, Mass 


ates: 

Dr. William S. Hannah, Montgomery, Al 

Dr. H. D. Lawhead, Woodland, Calif 

Dr. Kenneth G. Mowat, Buffalo, N. Y 

Dr. James E. Campbell Taylor, Columbus, Ohio 
Dr. Stephen L. Taylor, Sherrill, N. Y. 
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President Meakins presented a report on Life Membership, indicating that the list 
Life Members had increased considerably since the 1934 Session, and that there had be 
larger number added to the Life Membership Roster during the past year than during 
previous year. There are at this time 49 Life Members, of which the following 11 are 1 


Dr. Henry I. Klopp, Allentown, Pa. 

Dr. Ralph O. Clock, New York, N. Y. 
Dr. Charles Fk. Morsman, Hot Springs, S. D. 
Dr. Lawrason Brown, Saranac Lake, N. Y. 
Dr. Grant O. Favorite, Philadelphia, Pa. 
Dr. James Alex. Miller, New York, N. Y. 
Dr. Edward C. Klein, Jr., wate nage N. J. 
Dr. Joseph M. King, Los Angeles, lif. 
Dr. William J. Stapleton, Jr., rae Micl 
Dr. George Edwin Baxter, Chicago, Ill. 
Dr. Clifford E. Henry, Minneapolis, Minn. 


A general report on the Philadelphia Session was made by President Meakins and 
Executive Secretary. 

Dr. George Morris Piersol, Chairman of the Committee on Credentials, reported that 
Committee had met at the College Headquarters in Philadelphia on a ir h 30, 1935, and 
examined the credentials of 68 candidates for lellowship and 115 candidates for Assvx 
ship. At another meeting of the Committee on April 28, the Commnitte had examined 
credentials of 35 candidates for Fellowship and 70 candidates for Associateship 

Upon motion by Dr. Piersol, on behalf of the Committee on Credentials, seconded by D1 
G. Gill Richards, and regularly carried, it was 

RESOLVED, that the tollowing candidates be and herewith are elected to Fellowship 
American College of Physicians. 


(There were 82 candidates whose names already have appeared in the Colleg« 
Notes Section of the May Issue of this journal.) 


On motion by Dr. Piersol, on behalf of the Committee o1 

H. Perry Pepper, and regularly carried, it was 

RESOLVED, that the following candidates be and herewith are elected to Associates! 
the American College of Physicians. 


-~ 


redentials, seconded y DI 


(There were 151 candidates whose names already have appeared in the College 
Notes Section of the May Issue of this journal.) 


On motion by Dr. James Alex. Miller, seconded by Dr. Musser, and regularly cart 
it was 


RESOLVED, that the Committee on Credentials adopt a feasible plan in the future for 
senting to the Board of Regents in advance a list of the recommendations, both for F¢ 
ship and Associateship, so that the reading of the list would be unnecessary, and indiy 
members of the Board would be ready to take immediate action without unnecessary dis 
sion and consequent delay. 

Dr. George Morris Piersol further reported that the Committee on Credentials, thre 
communication with the Surgeon Generals of the U. S. Army and U. S. Navy, had est 


lished the following criteria, which are considered very satisfactory to the College, tor t 
selection of men for Associateship and § ellowship : 

“ Officers of the Medical Corps of the U. 5. Army and of the U. S. Navy shall 
nominated in each instance by the Surgeon General of the Service concer : is tl 
ent practice, a method that assists in maintaining the high morale and efficiency of the 
medical Services. In making nominations, the Surgeon Generals are in entire accord \ 
the importance of presenting only the names of such men as will be a credit to the Amet 
College of Physicians, and who, by the character of their professional work a 
perience in the medical field, fully meet the requirements for Associateship and Fell 

‘ Eligibility for Associateship in the American College of Physicians shall be limit 
Officers who have had a minimum of five years of military or naval service, with ample cl 
cal experience in internal medicine, laboratory work, or roentgenology, and eligibility 
Fellowship shall be limited to Officers who have had a minimum of ten years of military 
naval service, with broad experience under qualified supervision in the field of internal 
cine, laboratory work, or roentgenology. 

“ However, there are a few Senior Officers of extensive experience in internal medi 
in both Services who may be nominated for initial appointment as Fell 


s 


lows, without pas 


through the grade of Associate, provided the Surgeon General of the Service concerned 
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forth their spec ial qualifications at the t t ( er i ( 

such exceptional consideration is limite t r te ul 

current calendar year.” 

An 1 

The second meeting of the Board of Regents the ( f P 

1 in the Philadelphia Municipal Auditoriu I vit re ent 
C. Meakins presiding, the Executive Secretar Mr. E. ! eland, act is Secreta! 

with the following present: Dr. Jonat oe 5 M )y é 
H. Means, Dr. Randolph Lyons, Dr es F, ( LP. saan Dr. D 
P. Barr, Dr. Arthur R. Elliott, Dr. James | ir. S. M 
W hite Dr. Walter | Biert ge, Dr H. M O. H. P Pr 1) 

[. Pottenger, Dr. Luther F. Warren, Dr. V é ir S R 
Miller, Dr. George Morris Piersol, Dr. G. ‘ t B é 
\ irice C. Pincoffs 

Dr. O. H. Perry Pepper, Chait ( ( 
ying report: 
Che Committee unanin take 
toward assuming leader the t 
t nends to the Board of Regents the 
] The establishment wit the sect t I \me 
Medical Association of a \met | t 
the America College « P S ins S un 
erican Medical Ass t . 
ted by the College and three | the S I \ 
cal Ass ti \ t ¢ ‘ 
ed in the future 
This Board shall be organized t 
H of Delegates of the \mer n M t 
Essentials for Exar Boards St 
pproved shall he rced by t 
This Board shall seek the approv ( ry 
the Amer n Medical Associat e ; 
1934. In order to obtain sucl pr t 
r ence of tl reliabilitv of their prox r 
the acceptance of the t ird I 
il Association 
This Board shall he inced fr t t 
e. it shall be finar ber fnane £1 ( w 
| by the Be f Re ts t M I 
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existing prior to this meeting, but the hope is expressed that as many as possible will bx 
come certified as Internists by examination. 

“Election to Associateship will continue as at present with, it is hoped, steadily increa 
ing standards and after the Examining Board is functioning efficiently with the inclusion of 
Certification by that Board as a requirement. Associates will still have to qualify for Fel 
lowship within the five year period, and Associates elected after this date will only becon 
eligible to Fellowship after being certified as Internists by the American Board for tl 
Certification of Internists. 

“ The Committee recommends the adoption of this report, the authorization of the Board 
and its financial support and the appointment by the President of six Fellows of the Colleg: 
to the Board with instructions that they proceed to organize and function as outlined in this 
report.” 

Upon motion by Dr. Pepper, seconded by Dr. G. Gill Richards, and regularly carried, it 
was 

REsoivep, that the above report of the Committee on Examinations be adopted. 

On motion by Dr. James Alex. Miller, Chairman of the Committee on Public Relatior 
seconded by Dr. James B. Herrick, and regularly carried, it was 

RESOLVED, that in view of the fact the Chairman of the Board of Registry of Technicians 
of the American Society of Clinical Pathologists had requested the endorsement of th 
American College of Physicians of this Registry and that inasmuch as the Committee or 
Public Relations of the College had investigated the standing of that Society and found it 
splendid, ethical organization and the Board of Registry of Technicians to be serving a ver 
useful purpose of value to physicians generally, a letter to that effect be directed to tl 
Board of Registry. offering the codperation of this College by bringing this service to th 
attention of its Fellowship, when suitable opportunity offers. 

On motion by Dr. James Alex. Miller, seconded by Dr. Bierring, and regularly carri 
it was 

RESOLVED, that a letter be written to the President of the United States urging financial 
support for the Army Medical Library, so that the present retrenchment may be disco 
tinued and the outstanding deficit made up. 

Reporting for the Committee on Extension of Postgraduate Education, Dr. F. M. Pot 
tenger, Chairman, said the Committee had met and had approved of the same plan suggested 
at the last meeting, namely, that the matter of sectional meetings for postgraduate training 
be left with the Board of Governors for each State to decide what particular form of meeting 
best meets its requirements. 

By resolution, eight Fellows and eight Associates were dropped for delinquency of tw 
years’ standing. 

By resolution, 11 Associates were dropped from the roll because of failure to qualify for 
Fellowship in the required neriod of five vears. 

Following the report of the Editor of the ANNALS or INTERNAL Mepictne, Dr. Maurice 
C. Pincoffs, a resolution was adopted providing that the office of Associate Editor of thi 
ANNALS OF INTERNAL MEDICINE be established and that a sum not to exceed $1.200 per veatr 
he provided for that purpose, the Editor being empowered to nominate to the Committee o 
the ANNALS the name of an Associate Editor, and the Committee being empowered to accept 
or reiect the nomination. 

3y resolution regularly adopted, it was 

REsOLveED, that it be the policy of the American College of Physicians not to elect per 

sons to membership who are primarily hospital administrators. 


May 3, 1935 


The third meeting of the Board of Regents was held in the Philadelphia Municipal 
Auditorium, May 3, 1935, with Dr. James Alex. Miller, newly elected President, presiding 
and with the Executive Secretary acting as Secretary of the meeting. The following wer: 
present: Dr. James Alex. Miller, Dr. Ernest B. Bradley, Dr. Arthur R. Elliott, Dr. David 
P. Barr, Dr. Egerton L. Crispin, Dr. William D. Stroud, Dr. Jonathan C. Meakins, Dr 
James H. Means, Dr. James B. Herrick, Dr. Charles G. Jennings, Dr. James E. Paullin 
Dr. John H. Musser, Dr. Francis M. Pottenger, Dr. Luther F. Warren, Dr. William JT. Kerr 
Dr. Roger I. Lee, Dr. George Morris Piersol. Dr. G. Gill Richards, Dr. Maurice C. Pincoffs 
Dr. Charles Hartwell Cocke, Dr. Charles F. Martin, Dr. Randolph Lyons, and the Executive 
Secretary, Mr. E. R. Loveland. } 

A communication from Dr. William W. Cadbury (Fellow), of Canton, China, request 
ing the College to send a message of greeting, and, if possible, a representative to a confer 
ence to be held in Canton, China, November 8, 1935, commemorating the introduction of 
scientific medicine in China one hundred years ago by Dr. Peter Parker, was referred to tl 
Executive Committee for investigation, with power to act. 
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For the Finance Committee, Dr. Charles F. Martin, airman, reported that the fund 
the College were ina gratilying condition, there being a s irplus for 1934 ot $16, 160.07 a. 
gainst $5,801.06 for 1933 and $10,598.08 for 1932. In accordance with th instractions x 
the Board of Regents, the funds of the College had been segregated into the End wment 
Fund of $55,720.00 and the balance of $84,427.10 apportioned to General | und. The in 


' 


come for 1934 was $62,000.00 as compared with $52,000.00 for 1933 Che ( ommittee re 
mended that the resident Governor tor the State of Del: i tl 
agent for the College in the future, in the place of the Corporation Trt cumear 
Committee recommended the adoption of the proposed budget of the College for the coming 
year, adding, however, the additional sum of $1,200.00 for t cpenses of the Editorial Boa 
of the ANNALS OF INTERNAL MEDICINE. 
Upon motions regularly seconded and carri 
RESOLVED, that the report of the Finance ( | 
RESOLVED, that the Resident Governor for the | f Delaware, Lewis B. ] 
constituted the corporate agent of the College, d 1] 
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RESOLVED, that the detailed budgets present 
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om 


increased 


nent employees in the College headquarters 
labor. 
Dr. William Gerry Morgan, of Wasi 
ral of the College for 1935-1930. 
Dr. William D. Stroud, of Philadelphia, 
llege for 1935-1930. 
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In accordance with regulations governin; 

ittees, with the exception of the Committee « 

n of Postgraduate Education, which were d 

ere appointed. (The personnel of these new comn 
0 of the June 1935 Issue of the ANNALS OF INTER) 

The Executive Secretary presented invitations for the 1936 nual Session from Mil- 
waukee, St. Louis and Detroit. President Miller reported that in mpany with the Execu 
ive Secretary, Mr. Loveland, he had visited St. Lou nd Detroit to investigate their facili 
tics He and the Executive Sec retary both described 1 comparative advantages ot tl 
ties extending invitations. After thorough discu n, a vote indicat a preierence tor 
Detroit for 1936, and on resolution regularly adopted, t g¢ at 

n to hold its Twentieth Annual Session there 

Dr. David P. Barr, Chairman of the Commi 

report, explaining the method of arriving at tl mmitt lecision on th ellowship 


iward for the coming year, and announced that atter refu nsid ommiittes 
ommended to the Board of Regents the selection ot Vl ichael OI Dir. Lepore, 
w 24 years old, was born in Italy. He graduated Rochester and 
rved his internship at the Duke University Hospital, wh he is no orking. He de 
res to work with Dr. Peters at Yale University. pr is the author of a number « 
blications, prepared with and without collaboration, appears to a young man « 
great promise. It was the opinion of the Committee that there is an advantage in selecting 
man who represents several institutions of 
simply requests support for continued work 1m that sam 
Upon motion by Dr. Barr, seconded by Dr. Kerr, 
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( 
] 
| 


earning, fT: 
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RESOLVED, that the Research Fellowship of $1,800.00 for 1935-1936 be awarded to D1 
Michael J. Lepore. 

Upon further motion, seconded and regularly carried, it was 

RESOLVED, that this Fellowship should start on July 1, 1935, and that an additional neces 
sary appropriation be made on the budget to take care of the overlapping of two and one-hali 
months with the 1934-1935 Fellowship, which will not expire until September 15, 1935. 

Dr. William D. Stroud, Treasurer, submitted the financial reports with the informatio: 
that the investments of the College have appreciated until they now show a book profit of 
approximately $3,000.00 over their purchase price of $105,828.00; also that the funds of the 
College had been, for the first time, partially (15 per cent) invested in stocks, with the idea 
of protecting the investments against inflation. 

On motion by Dr. Barr, seconded by Dr. Kerr, and regularly carried, it was 

RESOLVED, that a letter of thanks be forwarded to the Orpheus Club of Philadelphia fo: 
the excellent concert it had rendered on the occasion of the College Smoker. 

On motion by Dr. William J. Kerr, seconded by Dr. G. Gill Richards, and regular}, 
carried, it was 

RESOLVED, that the American College of Physicians make representations to the comin 
meeting of the Association of American Physicians, acquainting them with the plan of th: 
American College of Physicians for the establishment ot a national examining board for th 
certification of internists, and asking for their comments and cooperation. 

Adjournment. 


ANNUAL BUSINESS MEETING 


The Annual Business Meeting of the American College of Physicians was held in the 
Philadelphia Municipal Auditorium, May 2, 1935, with President Jonathan C. Meakins pri 
siding, and the Executive Secretary, Mr. E. R. Loveland, acting as Secretary. 

‘Lhe Secretary abstracted the Minutes of the previous meeting, which, upon motion, wet 


approved. 

The Chairman announced that due to illness the Secretary-General, Dr. William Gerry 
Morgan, would be unable to present his report. 

Lhe Executive Secretary, Mr. Loveland, was requested to report on the financial con 
dition of the College, due to the Treasurer, Dr. William D. Stroud, being delayed. ‘The ful! 
financial reports, there presented, have been published in the May 1935 Issue ot the ANNAI 

The Executive Secretary followed this with his own report tor the year. He announc« 
that the registration at the Philadelphia Session was the largest in the history of the Colleg 
being in excess of 2,400. He reported further that 139 Fellows and 244 Associates had bee: 
elected since the last Annual Session; also that out of 54 elected to Associateship in 1929, 
only 10 had failed to qualify for Fellowship; out of 63 elected to Associateship in 1930, 11 
had failed to qualify tor Fellowship at this meeting. In regard to members discontinue 
from the Roster because of delinquency, there were only 11 Fellows and 15 Associates dropp 
during 1934, and only 8 Fellows and 8 Associates dropped for delinquency in 1935. This |} 
pointed out was considerably less than 1 per cent of the membership, which is somewhat « 
an index of the loyalty members feel toward the College, and of the tenacity with which they 
retain their memberships. He reported further that the Executive Offices had handled ove: 
40,000 pieces of mail during the past year, and a total income of about $62,000.00; that the: 
had been 11 new Life Members, bringing the total up to 47 in all, and that during the comit 
summer a new and revised Directory of all College members would be published. The 
Executive Secretary thanked the General Chairman, the President of the College and men 
bers of the local committees for their help and counsel rendered him in connection with tl 
preparation and conduct of this Annual Session. 

Dr. James Alex. Miller was then inducted as President of the College. Dr. Meakins, 
introducing Dr. Miller, said, in part, 

“It is now my duty, Masters and Fellows, to officially bid you good-bye as your Pres 
dent. I expressed my appreciation last evening, and I can only reiterate that again toda 
It has been a great honor and a great pleasure to do anything | could for the College. 1 
College has done a great deal for me, and therefore I am not only appreciative but thankfu 


| 


“TI now have a pleasant duty to perform. I feel like the high priest and the gold 
bough. I am dead but I hand on the torch to one I know will do the job very much bett 
than I could. He is a man beloved by us all, respected by us all, and admired for his know 
edge, his judgment, and what he has done for the medical profession in many of its activiti 
Therefore it gives me great pleasure to hand over the reins of office to my successor, D1 
James Alexander Miller, of New York.” 

In response, Dr. Miller said: 

“ T think it is useless for anyone to try to express adequately the feeling which must cot 
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(Term expiring 1937) 


Sa a KENTUCKY, Louisville 
Dr. Glenville Giddings ........................ GEORGIA, Atlanta 
OO, SROONE BE. NOES isin oka ike de ceuvdeceve%s Puerto Rico, San Juan 


Respectfully submitted by 
Committee on Nominations 


Dr. CHarRLes F. Martin, Chairman 
Dr. Rocer I. Ler, 

Dr. WILLIAM J. Kerr, 

Dr. CHARLES H. Cocke, 

Dr. GERALD B. Wess.” 


Upon motion duly seconded, the report of the Nomination Committee was adopt 
unanimously, and the persons named declared duly and unanimously elected 

Dr. S. Marx White presented the following report for the Committee on Resolutions 

“I move that an expression of appreciation be spread on the Minutes to recognize tl 
extraordinary character of the Session provided in this cradle of medical education 
America, and that special mention be made of the service of Dr. Alfred Stengel, Chairma 
and his Committee on Arrangements; Dr. O. H. Perry Pepper, Chairman, and his Committ 
on Clinics; Dr. Thomas Fitz-Hugh, Jr., and the Committee on Morning Lectures; D1 
Robert G. Torrey and the Committee on Auditorium; Dr. Richard A. Kern and the Co 
mittee on Publicity; Dr. Harry B. Wilmer, the Orpheus Club, and the Entertainment Cor 
mittee; Mrs. George Morris Piersol, Chairman of the Committee on Entertainment of Visit 
ing Women; as well as the medical profession of Philadelphia represented by the Philadelp! 
College of Physicians and the Philadelphia County Medical Society; also, the Conventi 
Bureau of the Chamber of Commerce.” 

The motion was seconded and carried unanimously. 

There being no further business, the meeting adjourned at 5:10 p.m ( 








